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From the Editor- in- Chief 



It gives me immense sense of satisfaction to present before you 
this issue. This is a special occasion for us. not because it is a new 
year issue bit because it marks our cntr> into tenth year of publication 
Although the journal may have physically changed over the years 
but the core remains the same-to present high quality international 
research with special reference to this part of the globe. 

A decade is a short time to make a palpable presence in the highly 
competitive market of medical publishing. There are small but 
significant pointers that we have not done badly E mails asking for 
permission to use our articles for their clients coming from reputed 
international concerns prove a point. Demand for specimen copies 
from them are increasing. It was astonishing for some of our readers 
when a query in the "PUBMED" search engine produced JK-Pract 
citation on the very first pagc-download.Our journal is being cross 
referenced intemationally.more often. 

Year 2002 brought happy news.JK-Practitioner was accepted 
for inclusion in IndMED-an extensive database of about 75 Indian 
biomedical Journals. The decision by the experts was taken after 
thorough!} review ing the journal for a couple of years. We have signed 
a memorandum of understanding w ith the National Informatics 


Center (Ministry of Information Tcchnology.Govt. of India).The 
journal will be available online (Full text articles) on their website 
http://indmed.nic.in This publication is already indexed in EMBASE/ 
EXCERPTA MEDICA and listed in the Ulrich s Periodicals Directory 
(USA) and INSDOC (India). 

A special meeting (The First Decade) is scheduled for July this 
ycar-a time for an international conference at Srinagar, when most 
of our editors from abroad w ill be gathered here. A future course of 
the journal will be under consideration. 

I am thankful to the overseas consulting editors .who have been 

a real help in shaping the journal to international standard My team 

here, under the able guidance of the ever efficient executive editor. 

Dr Zaffar Abbas arc doing a remarkable job under difficult 

circumstances. My thanks go to the advertisers who arc helping a 

cause .Their contributions (Specialized publishing is expensive) go 

a long way in casing some of our problems.I acknowledge their 
help. 


Wishing y ou a happy- new year. 



Prof. GA 
Sriutcgar 


alik M.D., F.A.C.G. 
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EOSINOPHILIC GASTROENTERITIS 


Rafiq A. Sheikh, MB, MD, MRCP(UK), FACP, FACG; Thomas Pnndiville, MD.; Shagufta Yasmeen, MD; MD, MRCP; 


Boris H. Ruebner, MD. __ 

Eosinophilic gastroenteritis (EG) is an uncommon 
inflammatory disease, first described by Kaijser in two 
patients with syphilis who were allergic to 
neoarsphenamine 1 . Since then a little less than 300 cases 
have been reported in the literature 2 5 . The exact etiology is 
not known although most patients have a history of food 
allergies or intolerance and many have a family history of 
allergic disorders. Almost all patients have tissue 
eosinophilia, most have peripheral eosinophilia and raised 
IgE levels. Majority of the cases have favorable response 
to steroids suggesting a type-1 hypersensitivity reaction. 
The basic defect in EG may be an alteration in the mucosal 
integrity of the gut resulting in localization of various 
antigens in the gut wall and inducing tissue and blood 
eosinophilia. Specific food antigens can cause mast cell 
degranulation in the gastrointestinal wall, releasing eosinophil 
chemotactic factors and platelet activating factors. The 
degranulation of eosinophils causes release of histamine, 
cationic proteins like major basic protein (MBP), eosinophil 
peroxidase (EPO) and cytokines like tumor necrosis factor- 
a (TNF-a). These proteins promote inflammation, tissue 
damage and further mast cell degranulation resulting in a 
vicious circle. Degranulation of activated eosinophils and 
release of the cationic protein has been demonstrated in 
the small bowel of patients with EG and MBP and EPO 
have been found to be toxic to intestinal epithelial cells in 
guinea pigs 6 ’ 7 . Some cases of EG are associated with 
unrecognized parasitic infestations and allergic or toxic 
reaction to drugs. An outbreak of eosinophilic entero-colitis 
due to canine hookworm, Ankylostoma caninum was 
reported from Queensland, Australia*’ 9 . Drugs like gold, 
azathioprine, carbamazepine, clofazimine and co- 
trimoxazole have been reported to cause eosinophilia with 
variable involvement of the gastrointestinal tract 10 ’ 11 . 
Eosinophilic gastroenteritis may involve the whole 
gastrointestinal tract. The clinical presentation (Table 1) 
may vary depending on the level and extent of involvement 
of the different layers of the digestive tract. Klein and 
Talley et al classified eosinophilic gastroenteritis into 
mucosal, submucosal and subserosal disease on the basis 
of predominant involvement 2 7 - 12 . Patients with predominant 


mucosal disease usually present with nausea, voniting, 
diarrhea nad weight loss. Patients with predominant 
muscular involvemenyt present with intermittent obstructive 
symptoms and sometimes complication like perforation or 
aspiration. Eosinophilic ascites is the hallmark of subserosal 
disease usually associated with intense peripheral 
eosinophilia. Rarely, eosinophilic gastroenteritis may involve 
the pleura, pericardium, bladder, pancreas, gall bladder, liver 
and the biliary tree. 

The diagnosis is established by demonstrating 
eosinophilic infiltration on biopsies obtained on endoscopy, 
laparoscopy or laparotomy. An enzyme-linked 
immunosorbent assay has been developed in Australia to 
diagnose Ankylostoma canis but has not been evaluated 
outside of Australia. Barium studies, CT scanning and 
ultrasonography may all reveal thickening of the mucosal 
folds with or without nodular filling defects or gastric outlet 
obstruction depending on the severity and the site of 
eosinophilic infiltration. The CT scan may also demonstrate 
ascites, pleural effusions and lymphadenopathy in some 
cases 2 ” 1 . The radiological differential diagnosis includes 
lymphoma, carcinoma, hypersecretory disease, Menetrier’s 
disease, Whipple’s disease, amyloidosis and intestinal 
lymphangiectasia. The endoscopic findings may be patchy 
and may vary from normal mucosa to mild erythema, 
thickened mucosal folds, nodularity and frank ulceration 2 ' 4 . 
Full thickness surgical biopsies may be required if the 
disease process is confined to the muscle layer. 

Inflammatory Fibroid Polyps are localized, non¬ 
neoplastic, reactive submucosal polyps or nodules of 
unknown etiology first described by Helwig and Ranier 1 ' 
They involve the gastric antrum in 70% of cases and small 
bowel in 20 % and may cause pyloric obstruction and small 
bowel intussusception. It may be difficult to differentiate 
IFP from eosinophilic gastroenteritis (Table 2). Some 
investigators believe they may represent an intermediary 
stage in the evolution of eosinophilic gastroenteritis 14 ' 1 ’ 1 

In a review of 220 cases Naylor reported a history of 
allergy in 52% cases 3 , Lee et al in 4 out of 8 patients 4 and 
Lee et al reported it in 4 out of 5 cases-. Food allergy has 
been reported in 50% cases 212 ’ 19 . In a review of 220 cases' 
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stomach was the most frequently involved organ (43 % of 
cases). Duodenum and rest of the small bowel are also 
frequently involved 2 - 3 . Although EG can involve the whole 
gastrointestinal tract, the esophagus and colon are 
uncommonly involved 2 - 20 . Liver, biliary tract and gall bladder 
involvement is rare 2 * 1 . 

Table 1. Classification and clinical features of eosinophilic 

gastroenteritis 

A. Mucosal and submucosal disease (most common) 


History of allergic disease 

50% 

Food intolerance/allergy 

50% 

Abdominal Pain 

77-100% 

Nausea and vomiting 

48- 62% 

Diarrhea 

42- 62% 

Malabsorption 

unusual 

Protein losing enteropathy 

unusual 

Bleeding 

rare 

Intestinal perforation 

rare 


B. Muscle layer disease ( may be localized) 

Food intolerance/ allergy uncommon 
Crampy abdominal pain 
Nausea and vomiting 
Pyloric/ Intestinal obstruction 

C. Serosal/ Subserosal disease (least common) 

Allergic history common 
High eosinophil count 
Bloating 
Ascites 

Pleural effusion (rare) 

Compiled from references Lee. Lee. Naylor 

Table 2. Comparison of Eosinophilic Gastroenteritis and 

Inflammatory Fibroid polyps 

Features Eosinophilic Inflammatory 

Gastroenteritis fibroid polyp 

Age of onset 4th - 5th decade 6th -7th decade 

Male. Femaie ratio 2:1 1.3:1 

History of Allergy - 50% Rare or Absent 

Peripheral 

Eosinophilia - 80% Absent 

Tissue Eosinophilia Always present Present (variable) 

Site of involvement Stomach/ Small bov/el Antrum. Small bowel 

Gross pattern Diffuse. Multiple Localized, solitary 

Compiled from ref, Johnstone and Morson 

The peripheral eosinophil count was normal in both these 
cases Peripheral eosinophilia has been reported in up to 
80% of cases 2 . Patients with predominantly serosal disease 
have the higher absolute eosinophil counts (average 8, 000/ 
L) than patients with mucosal disease (average 2,000/dL) 
and muscle layer disease (average 1,000/ dL) 3 . Iron 
deficiency anemia and/ or evidence of malabsorption has 
been seen in 20-30% patients, especially those with 
mucosal disease 2 . IgE levels are more likely to be high in 
children with eosinophilic gastroenteritis than adults 21 . IFP 
is the most important differential diagnosis. Typically the 


polyps in FEP are submucosal in origin and involve the 
gastric antrum in 70% cases and small bowel in 20 %. 
They may cause pyloric obstruction and small bowel 
intussusception depending on the site of involvement. 
Histologically the lesions are characterized by a concentric 
stroma of blood vessels, fibroblasts, histiocytes, 
lymphocytes, polymorphonuclear leukocytes with variable 
eosinophilic infiltration 22 . Most of the patients require 
endoscopic resection of the polyps and some require 
surgical excision ifthe polyps are large 23 . Obstructive lesions 
are seen in patients with predominant muscular disease. 
However, patients with mixed serosal and mucosal disease 
may have a mixed clinical presentation. Patients with 
predominant muscular disease are less likely to have history 
of allergies and peripheral eosinophilia. Althogh benign 
lesions like peptic ulcer disease accounted for most of the 
cases of gastric out let obstruction in the past, with the 
evolution of effective therapy for peptic ulcer disease, 
malignancy has emerged to be the most important 
etiology 24 . It is, therefore, imperative to rule out malignancy 
in these patients. Other uncommon causes of gastric outlet 
obstruction include Crohn;s disease, post-surgical 
strictures, pancreatic pseudocyst, gall stones and chronic 
pancreatitis. Gastric outlet obstruction/ small bowel 
obstruction is an unusual presentation of eosinophilic 
gastroenteritis. In children this may mimic congenital pyloric 
stenosis 25 . There have been only few case reports of jejunal 
and ileal strictures and stenosis 26 27 . Eosinophilic 
gastroenteritis can cause edema, fibrosis and distorsion 
around the ampulla and even cause pancreatitis 21 . 

Steroids are the mainstay of treatment in eosinophilic 
gastroenteritis and about 90% patients respond to this 
therapy 129 . Patients with serosal disease usually show a 
dramatic response to steroids 3 . Azathioprine may be helpful 
as a steroid sparing agent in patients requiring high doses 
for maintenance. Sodium cromoglycate is a mast cell 
stabilizer and prevents release of toxic mediators like 
histamine, platelet activating factors and Ieukotrienes from 
mast cells. There have been reports of beneficial response 
to this drug 2 30 ' 31 . The usual dose is 200 mg tid or qid. 
Ketotifen is similar to sodium cromoglycate in its biological 
profile and may be useful in some cases 32 . Elimination of 
presumed dietary articles is unhelpful in most cases 2 . 
Generally, eosinophilic gastroenteritis has a good 
prognosis. Fatalities from eosinophilic gastroenteritis are 
rare and usually due to perforation of the gut 33- *. 
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“MORTALITY AMONG ELDERLY PATIENTS WITH FRACTURE OF 
THE HIP” 
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ABSTRACT: The main purpose of this retrospective study mos to evaluate one- year mortality rate among patients with 
proximal femora! fractures treated surgically and assess the influence of the patients medical status and ASA grade on 
this parameter. 

212 patients above 65 years with a mean of82.7 (range 65-100), consisting of104 (49.1 %) intertrochanteric fractures 
and 108 (51.9%) femoral neck fractures. 

Sliding/compression screw was used in 104 (49.1%), hemiarthroplasty in 81(38.2%), cannulated screw fixation in 18 
(8.5%) and total hip replacement in 9 (4.2%) 

One- year mortality rate relative to age, sex, ASA grade, type of fracture, time of operation and type of operation. 

Patients were identified and clinical data obtained through the Hospital s computerised re cold and case notes. Patient s 
status at one year n ay ascertained from the hospital records or Family Physician. 

One-year mortality rate for the whole group was 28.8%. There nay an exponential increase in mortality rate with an 
increase in ASA grade. The relationship between ASA grade and one-year mortality rate for the whole group (P<0.001), 
younger age group of65-84years (P<0.001), older age group of85-/00 (P=0.002), females (P=0.000), intertrochanteric 
frac tines (P=0.007), femoraJ neckfractures (P=0.022), early operation group of <2days (P=0.000) and sliding/compression 
screw (P=0.007) n ay statistically highly significant. 

Statistically significant mortality is neither dependent on age, nor the type of fracture, nor the time and type of 
surgery per se, but is essentially a reflection of ASA status. 

We confirm that ASA grading is a highly significant predictive determinant and final arbiter of surgical risk and 
mortality in hip fractures. 


Key words: Femoral Neck Fractures, Hip, Elderly, Mortality, ASA grade significance 
JK-Practitioner 2003; 10(1): 4-9 


INTRODUCTION 

There have been conflicting reports in literature 
regarding mortality rate associated with the proximal 
femoral fractures. White et al' reported an increased one- 
year mortality when operative delay exceeded 24 hours 
and also found that ASA grading scale is a reliable index of 
surgical risk and predictor of mortality. Similarly, Hamlet 
et al 2 observed that ASA classification is a good predictor 
of mortality and surgery within 24 hours had a significantly 
lower mortality rate regardless of ASA grade. 

The United Kingdom Audit Commission Report of 1995-* 
states that patients with hip fractures, who are medically 
fit to undergo surgery, should be operated as soon as 
possible, citing the Royal College of Physicians’ 
recommendation that such operations should be carried 
out within 24 hours. Beringer et al 1 reported that medically 
fit elderly patients have improved chance of survival when 
operated within 24 hours of admission. Sexson and Lehner 1 
reported an increased one year mortality rate in relatively 
health) patients who did not have an operation for more 


than 24 hours after admission, though in patients with at 
least three pre-existing medical conditions the delay was 
related to a reduction in mortality rate. 

Zuckemian et al 6 could detect no significant difference 
in mortality among patients operated on the day of 
admission and those operated on the first or second day, 
but surgical delay of more than two calendar days 
following admission proved to be an adverse influence and 
an important predictor of one year mortality for elderly 
patients with hip fracture. Therefore they advocated 
surgery within two days following admission. 

In contrast, Kenzora et al 7 reported that patients who 
underwent surgery within a day of admission had 
significantly higher one- year mortality rate than those 
operated between second and fifth day. They found that 
this relationship was even stronger in relatively healthy 
patients. 

Parker and Pryor* in a study of 765 patients found no 
association between mortality and time of surgery, but noted 
a small increase in the incidence of pressure sores and 
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pneumonia with delay in surgery. Davis et al’also concluded 
that the timing of operative treatment is not an important 
determinant of three- month mortality. 

Table 1: Classification of Groups 


The American Society of Anaeslhesiologists (ASA) 
Grade I = 

Grade II = 

Grade III = 

Grade IV = 

Grade V = 


11 


normal, healthy patient 
patient with mild systemic disease 
patient with severe but not incapacitating systemic 
disease 

patient with a severe incapacitating systemic condition 
which is a constant threat to life 
patient who is near to death. 


•Time of surgery 

Group 1 - patients operated within 2 calendar days of admission 

Group 2 - patients operated after 2 calendar days 

Age groups 

Group A 65-74 years 

Group B 75-84 years 

Group C 85-94 years 

Group D 95-100 years. 

(‘The time of operation was taken as the interval in calendar days 
between admission and operation, e g. a patient admitted to hospital 
on a Monday and operated on Wednesday was considered to have an 
interval of tvjo calendar days. This corresponds to the protocol adopted 
by Zuckerman et aP). 

Table 2a • Co-morbidities of patients 


Medical Condition 

No of patients 

Cerebro-vascular accident 

50 

Dementia 

50 

Congestive cardiac failure 

31 

Hypertension 

31 

Chronic obstructive airway disease 

30 

Ischaemic heart disease 

23 

Cardiac arrhythmia 

20 

Cancer 

20 

Diabetes 

16 

Parkinson’s disease 

15 

Renal disease 

4 

Others 

137 

Total 

427 

Table 2b - Mortality by the number of co-morbidities 


No. of co-morbidities 

0 
1 
2 

3 

4 

5/>5 
Total 


of patients 

Died (mortality %) 

21 

4 (19%) 

43 

11 (25.6%) 

73 

22 (30.1%) 

45 

14 (31.1%) 

21 

7 (33.3%) 

9 

3 (33.3%) 

212 

61 (28.8%) 


AIMs of the Study 

The main focus of the study was to determine the one 
year mortality rate of proximal femoral fractures treated 
surgically and any possible association between the age, 
sex, type of fracture, time of operation, type of operation, 
ASA grading and mortality. 

Table 2c - Mortality by the day of operation 


Day of operation 

No. of patients 

Died (mortality%) 

0 

11 

3 

(27.3%) 

1 

78 

23(29.5%) 

2 

55 

18(32.7%) 

3 

40 

9 

(22.5%) 

4 

12 

3 

(25%)' 

5A5 

16 

5 

(31.3%) 

Total 

212 

61(28.8%) 

Table 3 • One year mortality rate by the type of operation and 


S8X 



Operation and sex 

No. of patients 

Died Mortality % 

1. Sliding/compression 




Screw 




Male 

24 

10 

41.7% 

Female 

80 

23 

28.8% 

Total 

104 

33 

32.1% 

P= 0.172 




2. Hemiarthoplasty 




Male 

25 

8 

32.0% 

Female 

56 

13 

23.2% 

Total 

81 

21 

25.9% 

P=0.284 




3. Cannulated Screws 




Male 

4 

2 

50% 

Female 

14 

5 

35.71% 

Total 

18 

7 

38.88% 

P=0.515 




4. Total Hip Replacement 




Male 

1 

0 

0% 

Female 

8 

0 

0% 

Total 

9 

0 

0% 

P= Not applicable 





Grouped Data Definitions 

ASA grades 
I and II 
Low ASA grades 
III and IV 
High ASA grades 
Age ranges 

65 to 74 and 75 to 84 
Younger patients 
85 to 94 and 95 to 
101 Older patients 
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Question I 

Significance of ASA grading in relation to mortality by grades 
_Table 4: Mortality by ASA grade: all patients 



ASA 1 

ASA II 

ASA III 

ASA IV 

Total 

Died 

2 

10 

37 

12 

61 

Survived 

31 

53 

58 

9 

151 

Total 

33 

63 

95 

21 

212 

(mortality %)(6.1%) 

15.9%) 

(38.5%) 

(57.1%) 

(28.8%) 


P < 0.001 
Study Methods 

The patients included in the study were aged 65 years 
and over, admitted with proximal femoral fractures to 
Hereford General Hospital between January 1 -Decemberr 
31, 1995. Patients were identified through the hospital’s 
computerised patient administration system and records in 
Orthopaedic Department, which serve as a source of 
information regarding age, sex, type of fracture, patient’s 
medical condition, ASA grade, time of operation, type of 
operation and post-operative complications during 
hospitalisation. 

The patients were classified into groups according to 
ASA grade, time of operation and age, as shown in table 1. 
Follow-up information on patients’ status at one year was 
obtained either through the hospital records or Family 
Physician. Outcome at one year after fracture was measured 
in terms of mortality. 

STATISTICAL ANALYSIS 

The calculations were performed in Epi Table (part of 
Epilnfo the disease surveillance database program written 
by the Centre for Disease Control and Prevention) and 
SPSS. 

Where there were more than two columns of data, the 
proportion [Died to Survived] was compared using the 
contingency table method of calculating chi squared and 
degree of freedom and hence the probability of the data 
being a chance occurrence. 

The method computes an “ expected value” for the 
number of surviving and deceased patients. However the 
method is not recommended if more than 10% of “expected 

Question II 

ASA grading in relation to mortality by age 
Table 5: Mortality versus ASA grade grouping: younger patients 



Low ASA 
grades 

High ASA 
grades 

Total 

Died 

7 

27 

34 

Survived 

52 

38 

90 

Total 

59 

65 

124 

(mortality %) 

(11.9%) 

(41.5%) 

(27.4%) 


Fisher exact test: One-tall P < 0.001 


Question III 

Significance of ASA grading in relation to sex and grades 


Table 6: Mortality versus ASA grade grouping: older patients 


Died 

Survived 

Total 


Low ASA 
grades 

5 

32 

37 


(mortality %) (13.5%) 


High ASA 
grades 

22 

29 

51 

(43.1%) 


Total 

27 

61 

88 

(30.7%) 


Fisher exact test: One-tail P=0.002 


Table No7: Mortality versus ASA grade groupings: males 


gh 


Died 1 

Survived 8 

Total 9 

(Mortality%) (11.1%) 

P= 0.078 


grade 


19 

26 

45 

(42.2%) 


20 

34 

54 

(37%) 


Table No8: Mortality versus ASA grade groupings: females 



Died 

11 

30 

41 

Survived 

76 

41 

117 

Total 

87 

71 

158 

(Mortality %) 

(12.6%) 

(42.3%) 

(25.9%) 


P= 0.000 
Question IV 

Significance of ASA grading in relation to type of fracture and 
grades 


Table No9: Mortality versus ASA grade groupings: 
intertrochanteric fractures 



Low ASA 

High ASA 

Total 


grades 

grades 


Died 

5 

28 

33 

Survived 

29 

42 

71 

Total 

34 

79 

104 

(Mortality%) 

(14.7%) 

(40%) 

(31.7%) 


P= 0.007 


value” are <5 or any “expected value” is <1. Unfortunately 
this occurred owing to a small patient numbers in some 
categories and had to be overcome by combining the data 
into larger groupings (see ‘Grouped Data Definitions). This 
frequently resulted in a 2 x 2 format. Whenever this was 
the case, the Fisher Exact method was used which has 
greater flexibility as long as the row and column totals are 
greater than zero. 

STUDY RESULTS 

212 patients were included in the study, consisting of 
158 (74.5%) females and 54 (25.5%) males. Their ages 
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Tabla NolO: Mortality versus ASA grade groupings: femoral 

neck fractures 



Low ASA 
grades 

High ASA 
grades 

Total 

Died 

6 

22 

28 

Survived 

36 

44 

80 

Total 

(Mortality%) 

42 (14.3%) 

66 (33.3%) 

108(25.9%) 

P= 0.022 




Question V 




ASA grading 

in relation to the time of operation 



Tablell: Mortality versus ASA grade groupings: early operation 

(<2 days) ___ 



Low ASA 
qrades 

High ASA 
grades 

Total 

Died 

7 

37 

44 

Survived 

57 

43 

100 

Total 

64 

80 

144 

(Mortality %) 

P=0.000 

(10.9 %) 

(46.3 %) 

(30.6 %) 


Table 12: Mortality versus ASA grade groupings: late operation 

(>2 days) _ 



Low ASA 
grades 

High ASA 
grades 

Total 

Died 

5 

12 

17 

Survived 

27 

24 

51 

Total 

32 

36 

68 

(Mortality %) 

(15.6 %) 

(33.3 %) 

(25 %) 


P=0.079 
Question VI 

Significance of ASA grading in relation to mortality by operation 
and grades 

N.B. Since there were no deaths following total hip replacement, this 
procedure has not been included in Tables 17 18 and19. 


Table 13:Mortality versus procedure (including THR): all ASA 

grades 



Sliding/ 

Hemi- 

Cannulated 

THR 

Total 


compression 

arthro- : 

screws 




screw 

plasty 




Died 

33 

21 

7 

0 

61 

Survived 

71 

60 

11 

9 

151 

Total 

104 

81 

18 

9 

212 

(mortality %) 

(31.7%) 

(25.9%) 

(38.9%) 

(0%) 

(28.8%) 


P=0.151 


ranged from 65 to 100 years with a mean of 82.7. Majority 
of patients, 175(82.5%), were aged between 75 and 94 
years. 

104 (49.1%) patients sustained an intertrochanteric 
fracture and 108 (51.9%) a femoral neck fracture. 3 
patients had fractures of both hips at different times during 


Table 14: Mortality versus procedure (excluding THR): all ASA 

grades_ 


Died 33 

Survived 71 

Total 104 

(mortality %) (31.7%) 

P=0.481 

21 

60 

81 

(25.9%) 

7 

11 

18 

(38.9%) 

61 

142 

203 

(30 0%) 

Table 15: Mortality versus procedure (excluding THR): 

qrades 

low ASA 


Sliding/ 

compression 

screw 

Hemi¬ 

arthroplasty 

Cannulated 

screws 

Total 

Died 

5 

3 

3 

11 

Survived 

29 

19 

9 

57 

Total 

34 

.22 

12 

68 

(mortality %)(14.7%) 

P=0.654 

(13.6%) 

(33.3%) 

(16.2%) 


the year of shidy. Sliding/compression screw was used in 
104 (45%), hemiarthroplasty in 81 (38.2%) cannulated 
screws in 18 (8.5%) and total hip replacement in 9 (4 2%). 
Sliding/compressions screw and hemiarthroplasty 
accounted for the bulk (87.2%) of operations. 

The number of co-morbidities numbered 427, ranging 
from 0 to 5 per patient with a mean of 2. Major risk 
factors comprised cardiopulmonary compromise 84 
(19.7%), cerebrovascular accident 65 (15.2%), dementia 
50 (11.7%), hypertension 31(7.3%), malignancy 20 (4.7%) 
and diabetes 16 (3.7%). ^ 

The ASA grading of the patients was as follows- Grade 
I (33, 15.6%), Grade 0 (63, 29.7%), Grade ITI (95,44.8%), 
Grade TV (21, 9.9%) and Grade V (0). 

The timing of operation ranged from the day of admission 
to 11 days following admission with a mean of 2.2 days 
(standard deviation 1.78) and a median of 2 days. 

19 (9%) patients developed post-operative 
complications whilst in hospital-urinary tract infection 5, 
revision procedures 3, wound infection 3, pulmonary 
embolism 2, deep venous thrombosis 2 and pressure sore 
1 . 

One- year mortality was 28.8% for the whole group 

The deceased patients at one year after fracture were 
distributed through all age groups with 5 (17.9 %) out of 
28 in the 65-74 years group, 29 (30.2%) out of 96 in the 
75-84 years group, 27 (34.1%) out of 79 in the 85-94 
years group, and 0 (0%) out of 9 in the 95-100 years 
group. 

The outcome was also assessed by the type of operation. 
There were no deaths in the nine patients who had primary 
total hip replacement (THR) These patients included only 
one male. Their ages ranged from 69-85 years (mean 76 
years). Operations were earned out between 1 and 3 das s 


Richards’s Hemi-arthro- Cannulated 

screw screw screws 


Total 
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Table16: Mortality versus procedure (excluding THR): high ASA 

grades 


Sliding/ 

compression 

screw 

Hemi¬ 

arthroplasty 

Cannulated 
sc rev/s 

Total 

Died 

28 

18 

4 

50 

Survived 

42 

41 

2 

85 

Total 

12 

59 

6 

135 

(mortality %)(40 0%) 

P=0.165 

(30.5%) 

(66.7%) 

(37.0%) 


Table 17: Mortality versus ASA grade grouping: sliding/ 

compression screw 



Low ASA 

High ASA 

Total 


grades 

grades 


Died 

5 

28 

33 

Survived 

29 

42 

71 

Total 

34 

70 

104 

(mortality %) 

(14.7) 

(40.0) 

(31.7) 

Fisher exact test: P=0.007 



Table 18: Mortality versus ASA grade grouping: 

: hemiarthroplasty 


Low ASA 

High ASA 

Total 


grades 

grades 


Died 

3 

18 

21 

Survived 

19 

41 

60 

Tota 




(mortality %) 

22 (13.6%) 

59 (30.5%) 

81 (25.9%) 

Fisher exact test:P=0.102 



Table 19: Mortality versus ASA grade grouping: cannulated 



screws 



Low ASA 

High ASA 

Total 


grades 

grades 


Oied 

3 

4 

7 

Survived 

9 

2 

11 

Total 

12 

6 

18 

(mortality%) 

(25%) 

(66.7%) 

(38.9%) 

Fisher exact test: P=0.117 



following admission with 

a mean of 2.3 days. Their ASA 

status was I-Il with the exception of one 

grade III. All 


were operated during daytime under consultant supervision. 
Mortality was also low in patients with lowest ASA grades 
(Grade I and II) who underwent sliding/ compression 
screw fixation (P=0.007). The type of operation otherwise 
had no predictive influence on mortality. 

There was an exponential increase in mortality rate with 
increase in ASA grade: 1-2 out of 33 (6.1%), II- 10 out of 
63 ( I 5 9%), III- 37 out of 95 (38.9%) and IV-12 out of 
21 (57.1%). 

Both in younger and older age groups, high ASA grades 
resulted in trebled mortality rate (P<0.001 and 0.002 
respectively). 


It was obvious that the relationship between ASA grade 
and one-year mortality rate for the whole group (P<0 001), 
younger age group of 65-84 years (P<0.001), older age 
group of 85-100 (P=0.002), females (P=0.000), 
intertrochanteric fractures (P=0.007), femoral neck 
fractures (P=0.022), early operation group of < 2days 
(P=0.000) and sliding/compression screw (P=0.007) was 
statistically highly significant. 

DISCUSSION 

The central focus of this study was to assess one-year 
mortality following proximal femoral fractures. The 
reported mortality in different series is subject to variations 
and conflicting conclusions. 

Unlike Kenzora et al 7 we found that operative delay was 
not associated with statistically significant decrease in 
mortality rate 

Zuckennan et al ,0 in their prospective study found two 
calendar days is the watershed in the shift of mortality 
rate As operative delay beyond two calendar days entailed 
a doubled risk of one-year mortality, they advocated 
surgery within two days. We adopted the same protocol in 
the division of our patients and found no statistical difference 
in mortality 

Like White et al 1 , our results confirm that the ASA 
grading scale is a reliable index of surgical risk and predictor 
of mortality. However, unlike White et al', who also 
concluded that mortality rate is inversely related to age, 
our study proved that mortality relative to ASA grading 
both in younger and older age groups alike is highly 
statistically significant. Hamlet et al 2 drew the same 
conclusion that ASA classification is a good predictor of 
mortality. They also concluded that surgery within 24 hours 
has significantly lower mortality regardless of preoperative 
ASA grading. 

In our series, ASA grading proved to have highly 
significant statistical bearing on the group as a whole, both 
older and younger age groups, females, both 
intertrochanteric and femoral neck fractures, early surgical 
group and sliding/compression screw fixation This 
extensive dominant influence of ASA grade is the predictive 
determinant of surgical risk and final arbiter of mortality in 
hip fractures 

Statistically significant mortality is neither dependent 
on the age, nor the type of fracture, nor the time and type 
of surgery per se, but is essentially a function of 
preoperative ASA grade. 
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TREATMENT OF HALLUX VALGUS BY GIBSON AND PIGGOTT 
OSTEOTOMY 
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(Ortho), MCh. Ortho (Liverpool) 

A BSTRA CT: n,is s,ud y comprised of 50 patients of Hallux l algus treated bv Gibson and Piggott Osteotomy. There were 
40 males and 8females with an we rage age of 2 5 years. There were 84% good and 16% satisfactory results (Criteria of 
Gibson and Piggott 1962). No patient had poor result. Adecpiate lateral displacement of head was achieved in all cases 
so was prevention of dorsal angulation. Both these factors are essential for good results. Centralization ofEHL tendon 
was done in all cases. Meticulous attention was paid to the application of plaster ofparis cast in all cases. Postoperative 
Metatarsalgia was not a problem. This study emphasizes the role of simple procedure for a complex problem. 

Key Words: Ha!us l algus. Osteotomy. 


Practitioner 2003; 10(1): 10-13 
INTRODUCTION: 

Hallux Valgus has been defined by Stamm 1 (1957) as a 
complex progressive deformity affecting the forefoot in 
which a lateral deviation of great toe is the most obvious 
feature. The complex may involve rotation of Hallux, 
Metatarsus Primus varus, over riding of second toe, over 
riding of lateral toes and bunnionette of first metatarsal 

Helal et ah’ (1974) found that in Britain 2000 operations 
are done in adolescents alone. There are 164 Operation 
described for Hallux Valgus (Stanley 1975), reflecting the 
inadequacy of these procedures in acltieving results. 

We describe the results of Gibson and Piggott 
Osteotomy for this condition, which we are doing routinely 
in our hospital with gratifying results. 

METER1AL AND METHODS: 

This study was conducted on 50 patients with hallux 
valgus from March 1992 to April 1997. There were 40 
females and 10 males in the study group. The age of patients 
ranged from 18-40 years with an average of 25 years. The 
longest period of follow up was five years with an average 
of three years. The indications of surgery were painful 
bursa over medial eminence of first metatarsal head, 
difficulty in obtaining a comfortable shoe and for cosmetic 
reasons. 

Through a longitudinal dorsimedia! incision, neck of 
the first metatarsal bone was exposed subperiosteally and 
divided with an Osteotome just proximal to joint capsule. 
The cortex of proximal fragment was trimmed so as to 
leave a stout lateral spike about 3/8"' of an inch long near 


then impacted onto the spike with toe in neutral position. 
Making small hole in the distal fragment facilitated this. 
The metatarsal head was thus displaced laterally and little 
towards sole. Neither lateral tight structures were released 
nor any thing was done to the bunnion. However 
centralization of EHL tendon was made routinely. Wound 
was closed and plaster of Paris cast applied from great toe 
to above ankle in boot fashion. Patients were discharged 
from the hospital next day and advised crutch walking non¬ 
weight bearing. At six weeks plaster was removed and frill 
weight bearing was allowed. No definite postoperative 
programming was prescribed 

Application of Plaster of paris: 

Meticulous attention must be paid to this step After 
applying cotton from Nail fold to above ankle three slabs 
are prepared. One is applied on medial side of great toe to 
mid foot; another dorsal aspect of great toe and third one 
is applied around the great toe Big toe is kept in neutral 
position and cast is completed up to ankle in a boot fashion. 

Assessment of results 

The patient’s concerns before and after surgery were 
most important factors. They were pain over medial side 
of first metatarsal, pain under 2 nd .3 ,d 4 th metatarsal heads, 
problems with shoe ware, and appearance of foot. 
Postoperative factors were correction of deformity, 
preservation of mobility of the joint and reduction of width 
of forefoot (Gibson and Piggott 2 1962). The results were 
classified as 


the planter than dorsal aspect. The metatarsal head was 
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Good: 

i. Completely free of symptoms. 

ii. Deformity corrected as judged by surgeon and 

patient 

iii. Normal mobility of joint 
Satisfactory: 

i. Symptom absent or reduced so as to cause no 
inconvenience 

ii. Deformity considered by patient to be corrected. 
p ° or: 

i. If any post-operative symptoms were trouble 
some 

ii. Or patient considered operating valueless. 

Bad: 

If Patient thought foot was worst after surgery 
Results: 

V/e had 84% good and 16% satisfactory results. The 
reason for not having poor or bad result was that our patients 
were young and there was minimal subluxation of articular 
surfaces. _ 


Table - 1 

Result 

Number 

Percentage 

Good 

42 

84 

Satisfactory 

8 

16 


Complications: 

Many complications can arise during and after surgery 
as has been reported by many authors. 

1. Partial displacement of metatarsal head: 
Radiographs taken during 1st Week after surgery 
showed incorrect angulation in 5 feet, which was 
corrected by manipulation under anesthesia. This 
we agree with Gibson et al that this may occur during 
application of POP. It did not affect final results and 
we su gg est that meticulous attention should be paid 
while applying plaster of paris cast. 

2. Shortening of 1st metatarsal: About 5mm of 
shortening does occur with this procedure cn an 
average. We had 8mm of shortening in 9 patients. 
But none of our patients complained of shortening. 
Even making them aware they did not show much 
concern. Fear of shortening should not prevent 
surgeon from fashioning an adequate spike, which 
is needed for secure fixation. 

3. Nonunion: Gibson and Piggot 2 (1962) reported this 
in 1 patient, which was treated by bone grafting. 
We did not encounter this type of complication. 

4. Metatarsalgia: Hilal et al 3 (1974) observed that 
lengthening metatarsal at its base gives poor results 
by increasing pain and by reducing the movements 
at MCP joint. Kotharai 4 (1977) has also not been 
able to correlate the short first metatarsal with 


Metatarsalgia. We too are of the opinion that short 
metatarsal does not contribute to or increase 
Metatarsalgia.Gibson and Piggot 3 (1962) observed 
transfer metatarsalgia in 31 patients, which increased 
after surgery. Kothari 4 had similar observations in 
24% patients, we did not observe this kind of 
complication in our series. Only 4 of our patients 
had pain under metatarsal but it did not bother them. 
According Mitchell et al 5 (1958) and agreed by 
Gibson and Piggott 2 (1962), dorsal angulation is an 
important cause of bad results. Dorsal angulation 
caused by displacement from normal weight bearing 
position of first metatarsal puts excessive strain on 
heads of lesser metatarsal especially 2"' 1 and may 
produce Metatarsalgia. We analysed lateral X-rays 
of about 25 patients including 4 who complained 
pain in the forefoot. There was no evidence of dorsal 
angulation. One way of preventing dorsal angulation 
is by delayed weight bearing, which we adopted in 
all cases 

5. Inadequate lateral displacement of distal 
fragment: Lateral displacement by which narrowing 
of forefoot is produced is essential feature of 
surgery. Meticulous attention must be paid to this 
step. This is the key to success in this type of 
surgery. We did not allow less than maximum 
displacement of head. This we consider is the reason 
why we did not have un-satisfactory results, which 
has been reported by Gibson and Piggott 1962 

Discussion: 

We shall briefly describe the rule of peg in hole 
Osteotomy of metatarsal neck in the treatment of Hallux 
Valgus as devised by Gibson and Pi gg ott (1962) 100% of 
adults in whom we performed this procedure gave good 
or satisfactory results. No other procedure for this 
condition has produced similar results. 

Helal et al 3 (1974) investigated the results of several 
operations for this condition (See table below). From this 
table it is evident that Wilson Osteotomy gave excellent or 
good results, which comes nearer to this procedure In 
Wilson Osteotomy distal fragment is small and difficult to 
control. Wilson 6 has suggested that an angle of Osteotomy 
less than 45 degree produces instability and greater than 
45 degrees is difficult to displace. Khotarri S S' (1974) 
while reviewing Wilson's cases found that even 45-degree 
angulation is unstable and produces dorsal angulation 
Wilson 6 (1963) does not recommend Osteotomy for 
middle-aged patients without giving reasons In contrast 
Gibson and Piggott Osteotomy is transverse thus stable 
and easy to displace. 
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Fig. 2: Photograph 

Fig. 1: Photograph showing Hallux showing correction after 

valgus of right foot Gibbson and Piggott 

osteotomy 
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Table No.2 


Operation 

Excellent/ Good % 

Poor 

Simmonds 


80 

20 

Golden 


86 

20 

McBride Modified 


46 

54 

Wilson 


94 

06 

Peabody 


66 

34 

Mittcheli 


80 

20 

Mac Bride 

After Hilal et aP (1974) 

46 

54 


Selection of Cases: 

As per Gibson and Piggott there are two main contra¬ 
indications to Surgery; degenerative arthritis and 
Metatarsalgia. We had no Patient who had severe arthritis, 
as our series included young patients. However four patients 
had metatarsalgia before surgery but it did not get 
aggravated postoperatively. As has been already discussed, 
our observation regarding metatarsalgia does not correlate 
with Gibson and Piggott. We are also not in agreement 
with Kothari who had 24% of Metatarsalgia in his series. 
Whether this occurs in more patients in our series, perhaps 
another review after few years may throw more light on 
this. 

This Osteotomy is valuable in a foot, which has 
moderate deformity; no arthritis and symptoms are entirely 
due to increased width of forefoot. This type of foot is 
commonly seen in adolescent and adults. 

The principle effect of this surgery is to narrow forefoot 
without deranging metatarsophalangeal joint. In addition 
to this, lateral shift and proximal displacement of distal 
fragment relaxes the conjoined tendon thus permitting 
realignment of great toe (Gibson and Piggott) thus making 
capsular release unnecessary. We did not release any tissue 
or capsule One constant finding in our cases was 
lateralisation of EHL tendon, which was acting more of a 
lateral force than a dorsiflexor. We routinely made 


centralization of EHL by bringing it to center by releasing 
lateral attachments, which we consider were abnormal 
We did not do anything with bunnion. 

As already discussed utmost attention must be paid to 
the operative technique. Lateral displacement is essential 
and to achieve this Osteotomy should be made as far distal 
in the broadest part of neck It is most important to avoid 
dorsal angulation of metatarsal head thus the spike on 
proximal fragment must be towards planter aspect and great 
toe must be immobilized in slight planter flexion. 

CONCLUSION: 

Correction of Hallux Valgus by Gibson and Piggott 
Osteotomy is described in 50 cases with good and 
satisfactory results. No other procedure in the literature 
gives such results. Greater care must be taken during 
selection of cases, technique of surgery and plaster of paris 
cast application. Ideal case is one with moderate deformity 
and symptoms referable to the increased width of forefoot 
without arthritis. It is an easy producer and no soft tissue 
procedure is needed. 
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XANTHO GRANULOMATOUS PYELONEPHRITIS: A CLINICO- 
PATHOLOGICAL REVIEW 


G. N. Sofi; Azra Shah _ 

Abstract: C/inico-palhologic features in a series of nine cases ofxantho-granulomatous pyelonephritis are studied There 
" ere 6 males and 3 females, ranging in the age group of 35 to 55 years with an average age of 33 years. The disease was 
unilateral ,n all the cases. There was associated urinary tract obstruction in 6 cases due to ureteric stones and renal stones. 
One case was due to ureteric stricture. Radiologic findings wen mostly non-specific. These findings are discussed briefly 
in light of the salient features of this disease as published in the literature. 

Key words: Xantho-granulomalous pyelonephritis. 
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INTRODUCTION: 

Xantho-ganulomatous pyelonephritis is a form of 
chronic pyelonephritis characterised by destruction of renal 
parenchyma and presence of granulomas, abscess, 
collections of lipid laden macrophages (Foam cells). 
Although disease remains uncommon accounting for 6 per 
1000 surgically proven cases of chronic pyelonephritis. It 
occurs from 11 months — 89 years of age but is more 
common in adults in 5 ,h -7 ,h decade 3 . 

Women are affected more common than men (2:1). It 
is unilateral but rarely bilateral 4 \ Most patients present 
with pain, recurrent UTI, fever, anorexia. 73% of patients 
give history of previous calculous disease obstructive 
uropathy 9 . 

Materials and Methods: 

This study comprises of nine cases of xantho 
granulomatous pyelonephritis (XGP) conducted in the 
Department of Pathology at SKIMS over a period of 5 
years from December, 1996 to January, 2001. A total of 9 
cases were identified, the medical records of 8 cases were 
reviewed with regard to age, sex, mode of presentation, 
cause of urinary tract infection, urine culture, results, side 
involved and therapy rendered. In the remaining one case, 
slides were sent to us for consultation but detailed clincial 
information was not provided although some information 
like age, sex, clinical presentation were available. 

Histopathology reports and all available histologic 
sections as well as gross pathographs of the nephrectomy 
specimen were reviewed. 


Pathological Findings: 

Gross: 

The nephrectomy specimens were small shrunken and 
showed marked surface scarring. Cut sections showed 
renal pelvis and calyces were dilated, filled with soft, bright 
yellow material extending upto renal parenchyma, forming 
nodular masses, resembling renal cell carcinoma. Almost 
in all cases, entire kidney was involved. 

Microscopy: 

The kidneys showed the features of chronic 
pyelonephritis with atrophy of renal parenchyma. The pelvis 
and renal calyces were lined by inflammatory exudate 
composed of diffuse lymphocytic infiltrate, plasma cell, 
polymorphs intermixed with aggregates of histiocytes with 
pale foamy cytoplasma, associated with infilltration by 
nmltineleatedgaint cells. The lining epethelium of renal pelvis 
was ulcerated. Renal parenchyma revealed fibrosis and 
granulation tissue. 

Discussion: 

XGPN was first recognised in 1916 by Schagenhauter 
as distinct clinico-pathologic entity. The term XGPN was 
first suggested by osterline in 1944. Several individual 
reports as well as small and large series of cases have 
since been reported. This is a form of chronic 
pyelonephritis characterized by destruction of renal 
parenchyma l ' i . 

Pathogenesis: It is not fully understood. Although several 
mechanisms have been suggested, most of the cases of 
XPN are associated with obstruction of the urinary tract 
and infection by an organism of low virulence. 
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Rasuls: 

Table F 

Case No 
1 
2 

3 

4 

5 

6 

7 

8 
9 


Age/sex 

56/M 

44/F 

40/F 

45/M 

35(F 

54/M 

38/M 

32M 

30/M 


Clinical presentation 
Right loin pain 
Left loin pain 
Left loin pain 
Right loin pain 
Left Loin pain 
Right loin pain 
Left loin pain 
Left loin pain 
Right loin pain 


Cli ncial Features of XGPN 

Cause of UTI 
Uteric stones 
Utenc stones 
Renal stones 
Staghorn calculi 
Renal calculus 
Stones at PUJ 
Renal stones 
No obstruction 
No obstruction 


Cases 

Side 

Right 

Left 

Left 

Right 

Light 

Right 

Left 

Left 

Right 


Organisms 
E. Coli 
E. Coli 
E. Coli 
Klebsella 
Klebsella 
E. Coli 
Klebsella 
No growth 
Not available 


Comments 
Doing well 
Doing well 
Well one year later 
Doing well 
No follow up 
Doing well 
Doing well 
Well after one year 
No follow up 


• 

Table II: Radiological Findings In XGPN Cases 


Case No Side _ 

1 Right kidney 

2 Left kidney 

3 Left kidney 


2 stones 
(2x1 cm) 

Stones in kidney 

Stones in kidney 


Right kidney Stones at PUJ 


Left kidney 

Right kidney 

Left kidney 

Left Kidney 
Left kidney 


Calcification in left 
kidney and left ureter 
Calcification on KUB 

Calcification 

No Calcification 


Encho - poor mass 
upper pole 
Encho - poor mass 
upper pole 
Hydronephrosis 

Hydronephrosis 

Cystic and solid mass 

Mixed mass 

Bizzarre looking mixed 
echogenecity 
No obstruction 


Low demnity 

Low demnity 

Hydronephrosis with 
hydroureter 
Hydronephrosis with 
hydroureter 
Hydronephrosis with 
hydro ureter 
Hydronephrosis with 
hydroureter 
I Irregular thick walled 
cyst 


Comments _.— - 

Follow up showed non-visualisation 
of right kidney 

Follow up showed non-visualisation of 
right kidney 

Follow up showed non-visualisation of 

right kidney 
No other investigation 

No follow up 

Not doing well 

Non functioning 

No other Investigation 


In a majority of cases, the infecting organism is a gram 
negative bacillus like E. Coli, protcus niirabilies. Other 
include Klebsiella, staphylococcus aureus, procidentia etc. 
The lesions have been produced experimentally by ligating 
the ureter in rats followed by intravenous injection of E. 
Coli. About a month later, lesions closely resembling XPN 
may be seen ,3 . 

Thus it appears that obstruction of urinary tract and 
low grade infection of the kidney may lead to development 
of XGPN. Obstruction of urinary tract in a majority of 
cases of XGPN is due to renal calculi and in some cases, 
obstruction is due to secondary to neoplasm involving pelvis, 
ureter or urinary bladder. In the present series 6 out of 9 
cases as discussed before had urinary tract obstruction 
due to renal/ureteric stones. 

It is not clear how infection and urinary tract obstruction 
leads to accumulation of large numbers of foaming 
histiocytes characteristic of XGPN. 

In 1953 Friedenberg and Spujuf HJ 12 , proposed an 
alteration of lipid metabolism with hypercholesteremia. 
However, this theory is contraindicated by almost constant 
unilateral involvement and the infrequent findings of 
hyperlipidemia. Arterial insufficiency was proposed by 
Saeed and Fine because the lesions of XGPN are relatively 


avascular". 

However, other lesions associated with relative lack of 
vascularity such as papillary necrosis are not associated 
with changes of XGPN. Parson et al believed that the 
promileme was one of destruction of peripelvic fat by 
infectious process so that the lysed fat is taken by the 
macrophages *. 

Summary and Conclusion: 

The present series has several unusual features. Firstly, 
the average age in our patients is 33 as opposed to 50 in 
most of the series. Secondly, 6 out of 9 patients in our 
series were male whereas, most often previously published 
series show a predominance of female patients The 
significance of this difference is not clear although sampling 
error due to small number of cases in our series may be a 
contributing factor. Commonest side involved was left 
acounting for 55.5% of cases. All the pateint presented 
with loin pain as chief complaint 66° o of these cases had 
urinary tract obstruction due to stone/stricture. Radiological 
findings were nonspecific in all cases. A significant aspect 
of pathology of XGPN is that foamy histiocytes invariably 
present in these lesions may be mistaken for clear cells of 
the renal cell carcinoma. Indeed one case in our series was 
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received for consultation after a diagnosis of renal cell 
carcinoma was made at some referral hospital. This could 
indicate that inspite of the fact that this disease has now 
been established for several decades, confusion with renal 
cell carcinoma continues to be a problem. This is because 
XGPN is relatively uncommon disease, so that an average 
Pathologist may not encounter a case in many years and 
thus may not be fully familiar with this condition. It is 
hoped that this paper will help to elucidate and high light 
the clinical and pathological spectrum of this interesting 
disease. 
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haemoglobin of less then 10 gm/d/was absent in 15 and 32 patients respectively. Worm masses in plain radiographs 

were detected in 40 patients ultrasonography findings included worms in gut in 20 patients, signs 

patients and hepatobi/iaiy ascariasis in 10 patients. History, clinical examination, laboratory investigation and radio 

imaging helped in making the diagnosis. 100 patients were managed conservatively and 20 patients unde men 

Bolus obstruction near ileocaecal region was the commonest surgical finding and milking of worms from ileum to coecu 

was the common surgical procedure adopted. Average duration of hospital stay among surgical group was highly significant 

statis.ically (p<.001). 
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INTRODUCTION 

Ascaris lunibricoides is an intestinal parasite 
cosmopolitan in distribution with an overall infestation 
incidence of a quarter of world population [1], A study in 
India has shown that stools of more than 70.0% of children 
have round worm ova 2 . In the valley of Kashmir the 
incidence of ascariasis was observed in 85.1% 3 . 

The main aim of this study has been to prevent 
unnecessary surgery in children with the help of radio¬ 
imaging techniques. It is deemed that repetitive plain X- 
ray and ultrasound abdominal scans help us to pick up 
surgical complications caused by ascariasis well in time, 
and enable us to continue conservative management with 
more confidence. 

MATERIAL AND METHODS 

The study was conducted in the departments of Surgery, 
Radio-diagnosis and Parasitology over a period of two 
years. 480 patients above the age of 5 months up to 14 
years were studied, 300 patients (which formed non- 
surgical group) had moderate to severe round worm 
infestation, this group was studied to examine the severity 
of infestation and to see the effects of antihelminthic drugs 
used. 120 patients (which formed surgical group) had 
presented with varied surgical problems. Stool examination 
before dewonning and 15 days after deworming for three 


consecutive days was done in all. 

In addition patients with surgical ascariasis were 
evaluated with detailed history, thorough general and 
systemic examination. Haemoglobin total leucocytic count, 
differential leucocytic count, serum bilirubin, serum 
amylase and plain x-ray abdomen standing and lying down 
were done in all cases 4 . Contrast study of the gastrointestinal 
tract was done in patients who were responding to 
conservative treatment but had no features of visceral 
perforation. 

Ultrasonography was performed by using 3.5 MHZ 
convex linear and 5.0 MHZ sector transducer on a B-mode 
real time seamier (Aloka, SSD, 280) sonography for biliary 
ascariasis was done in various scan planes including oblique 
subcostal, intercostal, transverse and saggital planes' 6 . Serial 
sonographic examination were done to assess the exit of 
worms from biliary tree 5 ’ 1 . For intestinal ascariasis the 
transducer was placed longitudinally and transversely, on 
the anterior abdominal wall with the patient lying supine 
and also in semiupright position 9 - 10 . 

Conservative treatment was given to all the patients with 
surgical ascariasis, to provide rest to the gut, relieve 
symptoms and signs and prevent a gg ravation of the disease 
It consisted of intravenous fluids, nasogastric suction, 
antispasmodics, antibiotics and enema in selected 
patients 11 - 13 . Enema was not used in patients with suspicion 
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TABLE-1: SYMPTOMATOLOGY IN 120 PATIENTS OF SURGICAL 

ASCARIASIS 


Symptoms 

No. of 
cases 

Percentage 

Pajn abdomen 

115 

95.8 

Vomiting 

95 

79.1 

Constipation 

55 

45.8 

Fever 

25 

20.8 

Loose motions 

18 

15.0 

Distension abdomen 

15 

12.5 

Icterus 

03 

02.5 


TABLE-2: GENERAL PHYSICAL & ABDOMINAL EXAMINATION 
FINDINGS IN SURGICAL ASCARIASIS 


Signs 


No. of 
cases 


Percentage 


Palpable worm masses 
Tender abdomen 
Distension abdomen 


100 

59 

38 


83.3 

49.1 

31.6 


Dehydration 

35 


29.1 

Pallor 

32 


26.6 

Hyperactive bowel sounds 30 


25.0 

Rigidity/Gaurding 

19 


15.8 

Drowsiness 

05 


04.1 

Emaciation 

04 


03.3 

Absent bowel sounds 04 


03.3 

Icterus 

03 


02.5 

Tender P.R exam. 

02 


01.6 

TABLE-3: LABORATORY FINDINGS IN SURGICAL ASCARIASIS 

Laboratory 

Value of 

No. of 

Percentage 

Investigation 

investigation 

cases 

Eosinophill 

< 6 percent 

105 

87.2 


> 6 percent 

15 

12.5 

Bilirubin 

< 1.5 mgm/dl 

117- 

97.5 


> 1.5 mgm/dl 

003 

02.5 

Amylase 

< 300 IU 

115 

95.8 


300-1000 IU 

004 

03.3 


> 1000 IU 

001 

00.8 

Hemoglobin 

10-12 gm/dl 

67 

55.8 


8-10 gm/dl 

24 

20.0 


> 12 gm/dl 

21 

17.5 


< 8 gm/dl 

08 

06.6 

TABLE-4: PLAIN X-RAY FINDINGS IN SURGICAL ASCARIASIS 

Plain X-ray 

No. of cases 

Percentage 

findings 



Bov/el distension 

92 


76.6 

Air fluid level 

64 


53.3 

Worm masses 

40 


33.3 

•Vote More then one finding was present in a patient. 


ol visceral perforation, closed loop obstruction, uncertain 
pathology, but was used in patients who had constipation 
lor more then two days secondary to bolus obstruction. 

■Surgery w as performed in patients with clinical evidence 
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of persistent intestinal obstruction, radiological evidence 
of increasing air fluid level, visceral perforation atomic 
closed loop obstruction Toxaemia out of proportion to 
severity of obstruction. Albendazole 200mgm below 2 years 
of age and 400mgm above 2 years of age stat, pyrantel 
pamoate lOmgm/kg body weight stat, and lavamisole as 
4mgm/kg body weight stat single doses were the 
antihelminthic drugs used 14 ' 19 . In conservative group drugs 
were given 12-24 hours after patients were free of 
symptoms and in operated patients 8-10 days after surgery. 

RESULTS 

Prevalence of ascariasis among 480 patients studied 
was 87.5%. History clinical examination, laboratory 
investigations radio-imaging response to treatment and (in 
operated patients) laparotomy confirmed that ascariasis was 
the cause of ailment in all. The results in surgical group of 
120 patients are as under. 55.5% patients had acute and 
39.1% had subacute intestinal obstruction, 8.3% of the 
patients had biliary pain. 69.1% of the patients were in the 
age group of 3-10 years, 63.3% were male and 36.6% 
female. 63% and 37% of the patients belonged to rural and 
urban areas respectively. Pain in and around umbilical region 
was present in 81.7% with colicky type of pain in 79.1% 
of the patients. 87% had history of passing of worms per 
rectum and vomiting of worms. 62.5% belonged to parents 
of low socioeconomic group (Table 1). The findings of 
general physical and abdominal examination are shown in 
(Table 2). Worm masses were palpable in and around 
umbilical region in 85% of the patients. Significant 
laboratory, plain x-ray and ultrasonographic findings are 
given in (Table 3, 4 & 5) respectively. Coiled up masses of 
worms which were hyperechoic and with out acoustic 
shadowing were noticed in fluid filled segments of gut. 
Linear hyperechoic shadow of ascariasis in fluid filled coils 
of intestines were noticed in cross section. Mean duration 
of disappearance and or disintegration of worm masses as 
seen by serial, sonographic examination of abdomen during 
conservative treatment was 3 days. The mean duration of 
exit of worms from biliary tree was 4.6 days. Contrast 
study examination done in 25 patients showed worm 
masses in 62.5% of patients. 

Of the 120 patients with surgical ascariasis 100(83.3%) 
were managed conservatively and 20(16.6%) underwent 
surgery. Indication for suigery were: 

Clinical evidence of persistent intestinal obstruction, 
gut gangrene, viscerel perforation. 

Radiological evidence of increasing air fluid level, 
closed loop obstruction, visceral perforation, atomic closed 
loop bowel, intraperitoneal collection. 

Toxaemia out of proportion to the severity of 
obstruction. 

Only persistence or fixity of mass for more then 36 
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TABLE-5: SONOGRAPHIC FINDINGS IN SURGICAL ASCARIASIS 


Sonographic 

finding _ 

Worm masses in intestines 
Signs of obstruction 
Worms in Hepatobiliary tree 
Free fluid 

Freely moving worms in gut 
Local collection 


No. of cases 


Percentage 

16.6 

13.3 

08.3 

07.5 

06.6 

00.8 


Note: More then one finding was present in a patient. 


TABLE-6: SURGICAL FINDINGS IN 20 PATIENTS 

Surgical findings No. of Percentage 

cases 


Bolus obstruction 16 80.0 

Appendicitis 05 25.0 

Perforation of viscerae 03 15.0 

Volvulus 02 10.0 

Gangrene of gut 02 10.0 

Intussusception 01 05.0 

Note: More than one finding was present in 9 patients. 


_ TABLE-7: SURGICAL PROCEDURES DONE 

Surgical Procedure No. of Percentage 

cases 


Enterotomy 04 

'Resection and anastomosis 02 

Milking of worms 09 

Appendicectomy 05 

Reduction of Intussusception 01 


25.0 

10.0 

45.0 

25.0 

05.0 


to defecate in open fields. The vegetables grown in these 
fields are contaminated with human faeces and ingestion 
of the same predisposes one to various helminthic 

infestation. 

Ascariasis as a cause of ailment in paediatric age group 
has also been reported by Dasmohapatra GS et al (1971), 
Rehman H et al (1978) and Waller EC et al (1970)- - 
Most of the patients from the rural areas are in accordance 
with Wani (1970)” butare at variance with the observation 
of Ochoa B (1991 ) 24 . Pain abdomen in 95.8% patients is in 
accordance with the observation of Surendran N et al 
(1988) and Kulshrestha R (1976) 2 \ Vomiting as the second 
frequent symptom in abdominal ascariasis has also been 
reported by Dayalan N et al (1976)“ Higher figures of 
constipation, loose motion, and distension abdomen are in 
consistence with Piggott J et al (1970) 2 '. Icterus in 2.5% 
of the patients closely resembles with observations of 
Cremin BJ et al (1976), Mahanta J (1962) and Misra DP 
(1961) 2 *' 30 . General physical and abdominal examination 
findings are in accordance with the findings of Rehman H 
et al (1978), Piggott J et al (1970), Fernando MA et al 
(1983) and Surendran N et al (1988) 2,273U . Eiosinophilia 
of more then 6 percent has also been reported by Mercer 
RD et al (1950) and Perlingiero JG (1957) 32 - 33 . 

Plain x-ray findings of the present study are at variance 
with those of Bean WJ (1965)*, but the finding of contrast 
study closely resemble with Franke W (1956) and Tracey 


TABLE 8: RESULTS OF ANTIHELMINTHIC DRUGS USED IN 420 


More than one procedure was done in a patient. Post operative 
complications were burst abdomen in 05.0%, and wound infection in 
10.0% of patients. 

hours was not considered on indication for surgery. Plain 
radiology and ultrasonography helped in subjecting 6 
patients to surgery. In 14 patients both clinical and 
radiological evidence was the deciding factor. Surgical 
finding and surgical procedures performed are given in 
(Table 6 & 7) respectively. Effects of antihelminthic drugs 
are recorded in (Table 8). Mean duration of hospital stay in 
days of the patients managed for surgical ascariasis is given 
in (Table-9). 

DISCUSSION 

The Kashmir valley is situated at an altitude of 6,000 
feet and is drained mainly by the river Jhelum, and its 
tributaries. Even to this day there is dearth of clean potable, 
piped water supply to many houses in the rural and urban 
areas. People use the river or lakes for washing cleaning, 
ablution and even drinking. The untreated refuse and 
ablution of many localities even in cities (including those 
of the many house boats) drains directly in to the river or 
lakes. The lack of civic amenities in most areas force people 


Drug used 

No. of 
patients 

No.of 
patients 

Percentage 
cure rate 

Albendazole 

120 

111 

92.5 

Pyrantel Pamoate 

120 

96 

80.0 

Levamisole 

120 

80 

66.6 


Note All the patients with persistence of ova after treatment by pyrantel 
pamoate and levamisole vjere treated with albendazole but the results 
were not compared. 


TABLE-9: MEAN DURATION OF HOSPITAL STAY IN DAYS OF THE 
PATIENTS MANAGED FOR SURGICAL ASCARIASIS IN 120 

PATIENTS. 


Group of patients 

No.of 

cases 

Hospital stay 
in days 

Range 

Mean+SD 

t value p value 

Conservatively 




managed 

Surgically 

100 

3-36-7.55 

+7.33 


managed 

20 

8.43-17.98 

+7.98 

5.83 <.001 ’ 

Over all 

120 

3-43-9 29 
+8.87 



* *Highly significant 
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ML et al (1950) 33,34 . The technique of ultrasonography for 
hepatobiliary ascariasis coincides with Kamath PS et al 
(1986), Khuroo MS et al (1985) and Cerri GG et al 
(1983) 5 * 6 ' 37 . Sonographic evidence of fluid filled bowel has 
also been reported by Fleischer AC et al (1979) and Scheible 
W et al (1979) 3 *- 39 . 

83.3% of the patients with surgical ascariasis in present 
series managed conservatively is in accordance with the 
study of Surendran N et al (1988) 2 , but is at variance with 
the observations of Dasmohapatra GS et al (1971) and 
Cole GJ ( 1 9 6 5 ) 20 - 40 . More patients were managed 
conservatively in the present study because of the general 
awareness of the disease, and better diagnostic facilities 
available now. Terminal ileum as the commonest site of 
bolus obstruction has also been reported by Watson FC 
(1920), Mathur SC (1975) and Pinus J (1982) 41 -’ 3 . In 9 
patients it was possible to undo the entangled worms by 
gentle manipulation, manual dispersion of worn and milking 
them into caecum and ascending colon. In 4 patients where 
worms had formed into a compact mass and gentle 
manipulation was not possible enterotomy for evacuation 
of worm bolus was done above the level of obstructive 
mass. Only 2 patients with volvulus are at variance with 
the studies of Pinus J (1982), Kumar M et al (1973) and 
Wiersma R et al (1988) 4V3 \ Surgical procedure of resection 
of the gangrenous segment with end to end anastomosis 
has also been advocated by Waller CE et al (1970), Ochoa 
B (1991), and Ochsner A et al (1949) 22 - 24,46 . Surgical findings 
of appendicitis, appendicitis with perforation, worms in 
peritoneal cavity and surgical procedure are in consistence 
with Waller CE et al (1970), Ochsner A et al (1949), and 
Sinha SN et al (1974) 22 - 4641 . Appendix was the site of 
perforation in two patients and splenic flexure of colon in 
one patient. Drainage of collection, closure of colonic 
perforation and peritoneal lavage was done. Post-operative 
complications are at variance with Surendran N et al (1988) 
and Wiersma R et al (1988) 2 - 45 . None of our patient died 
which is totally at variance with the mortality reported by 
Surendran N et al (1988), Waller CE et al (1970), Mathur 
SC et al (1975), and Pinus J (1982) 2 - 22 ^ 43 , in 14.3%, 33.3%, 
11.1% and 18 8% of their patients respectively. 

Finally we put the following observations on record. 
Ascariasis is very common in Kashmir India and can present 
with a grim phenamenon especially in children. Early 
diagnosis of its surgical complications clinically and with 
modern radiological techniques is mandatory prior to 
deciding whether it can be treated conservatively or needs 
surgical intervention. 
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CARDIOVASCULAR RESPONSES TO TRACHEAL EXTUBATION IN 
NORMOTENSIVE PATIENTS; A COMPARISON WITH LMA REMOVAL 


Roofa Mushtaq; MD; Syed Amer Zahoor; MD; Imtiaz Naqash; MD; Mehraj-ud-din; DA, FFARCS. _ 

ABSTRACT: The present study was undertaken in normotensive patients to evaluate the cardiovascular responses to 
LMA removal and endotracheal tube extubation. Forty patients of either sex, aged between 35-65 years and belonging to 
ASA status I or II undergoing elective surgical procedures were studied. They were randomly divided into two groups of 
twenty patients each depending on whether endotracheal tube (ETT group) or LMA (LMA group) was used. The parameters 
studied were HR, BP (systolic & diastolic) and rate pressure product, measured at l,2,3,5 and 10 minutes after endotracheal 
tube extubation or removal of IMA. It was observed that heart rate, blood pressure (SAP and DAP) and rate pressure 
product increased significantly and was prolonged in the ETT group as compared to LMA group. In conclusion. IMA 
removal caused minimal cardiovascular changes as compared to endotracheal tube extubation. 


Key words: LMA, ETT, extubation, hemodynamic response. 
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the study. Patients who were obese, pregnant, diabetic. 


INTRODUCTION 

Endotracheal tube extubation is performed usually with 
the patient in a lighter stage of anaesthesia and this produces 
a significant increase in heart rate and blood pressure which 
persists into the recovery period(l ,2,3). Transitory 
hypertension and tachycardia are probably of no 
consequence in healthy individuals but these responses are 
a matter of concern in patients with cardiovascular diseases 
like hypertension and coronary artery disease(4). These 
sympathetic adrenergic responses may lead to 
complications like myocardial infarction, left ventricular 
failure, cerebrovascular accidents and intracranial 
hypertension(5). 

The laryngeal mask airway (LMA) is a relatively new 
device that fills the gap in airway management between 
tracheal intubation and use of the face mask(6). Besides 
being useful in airway management, LMA causes minimal 
cardiovascular responses at insertion as compared to 
tracheal intubation(7). We undertook this study with the 
objective of assessing the cardiovascular responses to LMA 
removal and comparing these with circulatory changes 
produced at extubation of the tracheal tube. 

MATERIAL AND METHODS 

After approval from hospital ethical committee and 
informed written consent, forty adult patients of ASA I 
and II status of both sexes, aged between 35-65 years. 


had h/o COPD, smokers and hypertensive patients were 
excluded from the study. Twenty patients were intubated 
and formed the “ETT group”; and in twenty patients LMA 
was used for securing the airway and they formed the 
‘LMA group’. This selection for use of ETT or LMA 
was random. During preoperative visits, on the evening 
before surgery, patients were assessed and the procedure 
was explained to them. All patients received 0.5 mg tab. 
alprazolam at bed time and were premedicated with 0.5 
mg alprazolam and 150 mg rantidine orally on morning of 
surgery. 

In the anaesthetic room, an 18 guage cannula was 
inserted into dorsal hand vein and monitors were attached. 
Datex cardiocap monitor was used for continuous 
monitoring of EKG, heart rate, BP (systolic and diastolic) 
and Pace-Tech pulse oximeter was used to monitor 0 2 
saturation. After pre-oxygenation, all patients were induced 
with 5 mg/kg of thiopentone sodium, 3 mg/kg 
buprenorphine hydrochloride and succinylcholine 2 mg/ 
kg was used to facilitate the endotracheal intubation or 
LMA insertion in a randomized manner. Lubricant jelly 2% 
lidocaine was applied to both ETT and LMA before insertion. 
Anaesthesia was maintained with 66% N 2 0 in 0 2 and 0.5% 
halothane. Vecuronium bromide 0.08 mg/kg was used for 
muscle relaxation with top up’s of 25% of loading dose 
. used when necessary. Ventilation was provided manually 
using Bains co-axial circuit to maintain normocarbia. At 
the end of the surgery, residual neuromuscular block was 
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Table 2. Showing changes in heart 


rate, blood pr« !U ro (systolic & diastolic) and rat. pr.ssur. product in the two groups (tneatctSP) 


Time 


Heart 

rate (BPM) 


ETT group 


LMA group 


Sytstolic BP Diastolic BP 

(mmHg) (mmHg) 


Baseline I 83.60 

±9.77 

Pre-extub/ 96.95 

LMA removal ±16.39 


1 min after extub/ 106.10 

LMA removal ±14.31 

2 min after extub/ 102.90 

LMA removal ±14.03 

3 min after extub/ 95.50 

/LMA removal ±13.08 

5 min after extub/ 88.40 

LMA removal ±11.24 

10 min after extub/ 88.15 
LMA removal ±9.49 


124.30 
±4.61 

130.20 

±10.06 

141.95 

±9.37 

137.30 
±9.83 

133.40 

±8.82 

124.50 

±8.56 

119.90 

±12.06 


80.30 
±4.99 

90.20 

±8.94 

94.10 

±7.37 

89.30 
±6.96 

86.50 

±6.55 

81.95 

±6.06 

80.15 

±6.51 


Rate pressure Heart 
Product rate (BPM) 


10403.00 

±1384.14 

12360.30 
±2468.07 

15189.20 

±2867.63 

14161.30 
±2611.85 

12807.50 

±2391.75 

11054.26 

±1977.81 

10283.00 

±1677.26 


84.50. 
±9.65 

93.85 
±11.96 

91.80 

±11.28* 

90.70 

±9.76* 

87.60 

±10.03* 

83.85 
±9.76 

81.15 

±9.25 


Systolic BP Diastolic BP Rate pressure 
(mmHg) (mmHg) Product 


126.10 

±4.33 

130.35 

±10.16 

133.50 

±7.02* 

131.30 
±7.40* 

127.30 
±7 43* 

125.15 

±7.33 

123.75 

±7.07 


80.60 

±5.21 

88.10 

±7.66 

87.90 

±8.23* 

86.25 
'±7.74 

83.40 

±5.82 

81.20 

±5.52 

80.25 
±5.04 


10727.80 

±1419.47 

12280.00 

±2090.81 

12282.90 
±1895 20* 

11945.45 

±1727,36* 

11165.70* 

±1568.70 

10564.65 

±1552.82 

10152.30 

±1534.59 


Comparisons are between two groups * p <0.05 (sig.) 

reversed with appropriate dose of neostigmine with 
gly copyrrol ate followed by extubation or removal of LMA 

when the patients were awake. 

Pre-induction values of heart rate and blood pressure 
recorded, and served as baseline values. Subsequent 
measurements were recorded immediately before 
extubation or removal of LMA and at 1,2,3,5, and 10 
minutes after extubation or LMA removal. Rate pressure 
product was calculated (RPP = HR x SAP). The data was 
collected and analysed using unpaired students ‘t’ test for 
intergroup comparison and paired ‘t’ test for intragroup 
comparison. Values were expressed as mean±SD. p value 
of <0.05 was considered significant. 

RESULTS 

The demographic data of the patients in the two groups 
was comparable as shown in table 1. Changes in heart 
rate, blood pressure and rate pressure product are shown 
in table 2. It was observed that the baseline heart rate, 
systolic arterial pressure, diastolic arterial pressure and rate 
pressure products did not differ statistically in the two 
groups. An increase in heart rate was observed in both 
ETT group and LMA group at 1, 2, and 3 minutes after 
extubation or LMA removal, but the increase was highly 
significant (p<0.001) in ETT group and remained elevated 
for 3 minutes as compared to 2 minutes in LMA group. 


The intergroup comparison of heart rates revealed a 
significant (p<0.05) difference at 1,2, and 3 minutes post- 
extubation or LMA removal. Similarly systolic blood 
pressure showed significant increase at 1,2 and 3 minutes 
after extubation (p<0.001) as compared to LMA group 
where the increase in systolic blood pressure remained for 
2 minutes and was of less magnitude. Rate pressure product 
also showed a significant increase upto 3 minutes after 
extubation in ETT group as compared to LMA group. 


Table 1: Showing the demographic data of the patients in the 

two groups. 


ETT group 

LMA group 


(n=20) 

(n=20) 

Age (years) 

44.25±8.83 

41.25±6.84 

Weight (kgs) 

55.80±5.79 

55.30+4.81 

Sex (F:M) 

15 : 5 

18 .2 

Values expressed as meaniSD 



DISCUSSION 

The laryngeal mask airway was invented by Dr Archie 
Brain in 1981 at Royal London Hospital. London. It has 
been shown to be an effective means for securing a clean 
airway in fasting patients for elective surgeries(7). Its 
insertion requires neither the visualisation of cords nor the 
penetration of larynx, making placement less stimulating 
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than tracheal tube insertion or extubation(8). Therefore, 
during LMA insertion or removal, there is less likelihood 
of pressor response or coughing than with conventional 
endotracheal tube use. 

Over the last decade, the LMA has gained widespread 
acceptance in the UK and USA where usage rates for general 
anaesthesia arc in range of 30-60% of all anaesthesias 
administered. In contrast the device is currently used in 
less than 1% of patients undergoing general anaesthesia in 
India(9). The reasons for using an LMA are many because 
it has many advantages like, it is easy to insert, does not 
require laryngoscopy or muscle rclaxants. sore throat is 
less and can be used in situations of the difficult intubation 
or failed intubation. It has been shown to cause minimal 
cardiovascular stimulation at inscrtion( 10,11,12),. Very little 
literature is available wherein cardiovascular responses 
follow ing LMA removal have been evaluated and compared 
with circulatory responses at endotracheal extubation. 

A study conducted by Yohitaka Fujii ct al found that 
HR. MAP and RPP increase significantly in association 
with extubation in healthy normotensive adults and this 
increase in HR. MAP. RPP was greater than after removal 
of LMA. These results were in agreement with our 
rcsults( 13).Fujii ct al( 14) and Sethi and Kaul (15) in their 
studies also reported less hemodynamic changes following 
LMA removal in children as compared to tracheal tube 
extubation. 

Bidwai et al (1.2) demonstrated an increase in 
haemodynamic variables following extubation in 
normotensive patients. We also confirmed that heart rate 
and arterial pressure increased in association w ith extubation 
in normotensive patents. The precise mechanism 
responsible for these hemodynamic changes is unclear but 
may be associated w ith release of catecholamines. We also 
observed that increase in heart rate, blood pressure and 
rate pressure product was greater after tracheal extubation 
than those after LMA removal. This suggests that LMA 
has advantage over endotracheal lube in controlling the 
haemodynamic changes by minimizing the catecholamine 
release. Although rale pressure product increased 
significantly in both the groups in our study, but the levels 
were below 20.000; levels that arc known to be commonly 
associated with angina and myocardial infarction. 


We conclude that LMA should be used to substitute a 
tracheal tube for airway management during anaesthesia, 
in situations where aspiration is not a danger, to obtain a 
much smoother extubation and minimal cardiovascular 
disturbances. 
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INTRODUCTION: 

The Serotonin selective receptor inhibitors (SSRIs) arc 
antidepressants widely prescribed for the treatment of 
depressive disorders, among which fluoxetine is more 
common. Bcnzodiapzepincs are coadministered to treat 
insomnia and anxiety associated with depression in which 
diazepam is more common as per clinical findings. 

The cytochrome P450 (CYPs) are a superfamily of 
heme-containing enzymes that catalyse the oxidation of a 
wide variety of compounds. An important role of these 
enz>mcs is to aid in the elimination of lipophillic xenobiotics, 
including environmental toxins and drugs. It is well known 
that many drugs can modulate the activity of the CYPs 
and therby alter the pharmacokinetic profile of co¬ 
administered drugs.(Bradley.S.Mavhem ct al. 

Mayhem et al) 1 Considerable effort has been expended 
in an attempt to predict the magnitude of In vivo metabolic 
drug-drug interaction using Invitro data (Rodrigues and 
Wong, 1997) 2 The P450 within the P450 1,2 and 3 gene 
families metabolise drugs and carcinogens. The human 
CYP3A subfamily has CYP3A4,Which is the major enzyme 
in the adult liver where it is known to play an important 
role in the biotransformation of many drugs and 
endogenous steroids. Fluoxetine an anti depressant drug 
inhibits at least three hepatic isoenzymes P4502D6, 
(Lcmberger et a / 1988: Von Mollke et a! 1994) - M , and 
probably one or more of the 2C series. The effect on 3 A3/ 
4 is suggested by the fact that fluoxetine inhibit the 
clearance of Alprazolam, and has been found to delay in 


human the clearance of diazepam, which appears to be 
dependent on the members of the P450 2C subfamily 
(Lcmberger et at 1988) 5 The metabolism of diazepam is 
primarily hepatic and involves dc-methylation involving 
C Y2C19 and C Y P3 A4 and hydroxylat ion i nvolvi ng C Y P3 A4 
and by glucronidation (Bertilsson ct al 1989) 

In the present study inhibition of cytochrome P450 
responsible for the metabolism of diazepam by fluoxetine 
may explain the changes in the kinetic activity of diazepam 
and N-desincthyldiazepam observed in our subjects. 

MATERIALS AND METHODS: 

Male Wistar rats 2-2'/z month old were administered 
Fluoxetine HCL, 300 pgs/kg body weight daily for one 
month intrapcrtioneally. The rats were divided into control 
and treated groups having four rats in each group The 
control were given vehicle i.e Tris bulfer pH 7.5 
intraperitoneally. 

The animals were sacrificed on day 10.20 and 30 days 
of treatment each from control and treated group Prior to 
decapitation animals were anaesthetized with ether Li\ers 
removed and rinsed with buffer and homogenized 
Microsomes were prepared after ultracentrifugation and 
stored at -75 0 C. Thawed microsomes were resuspended 
in suspension buffer and protein content determined by a 
method described by (Bradford MM, 1976) ", The by 
product formaldehyde during the metabolism of diazepam 
was determined by a modification of the method of Nash 
T 1953 7 The reaction mixture consists of diazepam (3.6 
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TABLE-1 

S.N0. 

Sample 

P450 content in 

Average P450 



n moles/mg of 
protein 

±SEM 

1 

Control microsomes 




treated with butter 

1.218 

1.200 

1.116 

1.0834 

1.129±0.0490 

Table shows P450 content in rat liver microsome sample in control 


sample given vehicle only 


TABLE-2 

S.N0. 

Sample 

P450 content in 

Average P450 



n moles/mg of 
protein 

±SEM 

1 . 

Rat liver icrosomes 

0.98160 



Treated, 10 days 

0.9932 



n=4 

0.9872 

0.9480 

0.9780+0.0101 

2. 

Rat liver microsome 

0.08299 



Treated, 20 days 

0.8773 



n=4 

0.8944 

0.8180 

0.8550± 0.0184 

3. 

Rat liver microsome 

0.7410 



Treated. 30 days 

0.7348 



N=5 

0.7355 

0.7410 

0.7170 

0.7338± 0.004 


Table shows P450 content in treated samples given fluoxetine HCI 
intraperitonealy for 10,20.30 days 


mM) as final concentration, microsomal protein cone. Of 
25 and 75 pg diluted to 750 pi with assay buffer (tris- 
buffer pH 7.5) . The reaction mixture was taken in a test 
tube and was prcincubatcd for 3 minutes, the reaction was 
initiated by the addition of NADPH (250 pi). The tubes 
were vortexed and cold TCA (500 pi) was added and the 

Fig. I-Shotting P450 content in control ami treated rat liver microtome* 



control 10 20 30 



Control group 
10 day treatment 

20 day treatment 
30 day Uaaimani 


No. of day® of treatment 


P4%<> content in rat liver microsome* treated with fluoxetine HCL fo 10. 20 and 30 
«l»vn and control microsomal sample treated with vehicle only The values arc 
mean * SFM in 4,4.V4) respectively Values are statistically significant where 

l» 0 018 therefore p 0 OS 



Fig-2: Dithionsite reduced carbon monoxide binding spectra of 
rat liver microsome treated with fluoxetine HCL for 30 days. 





The microsomal concentration was 600ug/ml and the P450 content was n 741 u 
numolc* of P450 /mg of protein 

contents mixed and treated at 70° C for 20 mts, the tubes 
were cooled and the absorbance measured at 412 nin 
against reagent blank, which contains only 500pl of assay 
buffer, 500pl of TCA 10% and 500 pi of Nash reagent. 

Blanks containing no NADPH were run simultaneously. 
The blank values were subtracted from test values. All the 
readings were taken in triplicate. Standard tubes were run 
simultaneously containing varying cone. Of formaldehyde 
standard (4-80 nmoles i.c.5pl-100pl). The specific activity 
of enzyme is calculated from nmoles of formaldehyde 
formed /niin/mg of protein. 

ESTIMATION OF CYTOCHROME P450:- 

Estimation of total P450 was carried out by the method 
described by Matusubara et at 1976*. 

The heme iron cytochrome P450 was first complcxcd 
with CO and then reduced with dithionatc where 
mocrosmal concentration was kept as 0.6mg. This 
complex gives characteristic absorbance spectra at 450 
nm and molar Ext.Coefficient has been determinated to be 
106 m/cm. 

The total P450 content was claculated as follows. 

( A 450-A490] tcst-[A450-A490] baseline 

..= nmoles of P450/ml 

0.106 

The P450 content in the rat liver samples treated with 
fluoxetine for 10,20 and 30 day and control samples given 
vehicle only was estimated. 

RESULTS AND DISCUSSION: 

The total P450 content inhibited as calculated from the 
formula in treated microsomal samples (n=4,4,5), when 
compared with control samples (n=4) was found to be 
24.19% in a 10-day sample, 33.73% in 20 day treated sample 
and - 43.12% in 30 day treated sample (table 1-table 2). 
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1 10 85.87 

o 20 55.52 44.48 

3. 30 21.68 78.32 

Table showing %age activity of enzyme inhibited having microsomal 
concentration of 75 pg after drug treatment for 10,20 and 30 days 


S.No. No of days 


1 . 

2 . 

3. 


10 

20 

30 


TABLE-4 
% formaldehyde 
formed 

92.71 

33.72 


% age activity of 
enzyme inhibited 
7.29 
66.28 
77.53 


22.47 

Table showing %age activity of enzyme inhibited having microsmal 
concentration of 25 pg after drug treatment for 10.20.and 30 days. 

When calculated from average P450 content ± SEM. 


Fig-3: Diihionatc reduced carbon monoxide bindl, '« *P ect ™ 
rat liver microsoinc treated with vehicle only (Tris buffer pH . ) 



The microsomal concentration was 600ug/ml and the P450 content was I 2<>n 
numoles of P4S0 /mg ol protein. 


Anova indicated a significant treatment sequence 
interaction for diazepam 1,5 F= 15.04 and p=0.()18 and the 
results are statistically significant.(Fig 1,2,3). The use of 
Han/.ch.s reaction by a method described by Nash T, 
determination of formaldehyde concentration a by product 
formed during the metabolism was obtained. The formation 
of formaldehyde decreased from day 10 to day 30 of 
treatment from 86% to 22% only (fig 4,5). The decrease 
in formaldehyde formed reflects the activity of enzyme 
inhibited by inhibitor - Fluoxetine. (Table 3-4) shows 
that the formation of formaldehyde decreased at microsomal 
protein concentration of 25pg and 75 pg at an incubation 
period of 20 minutes in presence of NADPH at a substrate 
concentration of 3.6 nmoles. Enzyme activity inhibited 
was calculated from the %agc of formaldehyde formed as 
14.13%, 44.85% and 78.32% in one group and 7.29%, 
66.28% and 77.53% in other group after treatment for 
10,20 and 30 days respectively. 

Fig-4: Nanomoles of formaldehyde formed In control rat liver 
microsomes treated with vehicle only and mlcrosomes treated 
with fluoxetine HCL, The microsomal protein concentration 

taken was 75 ugs. 



no of days of lr«atmont 


■■■■ Control 
C - j Iroaiod aamplo 


This clearly depicts that diazepam dcmcthylase reaction 
involved in the metabolism gets inhibited and this reflects 
that the reaction is dependent and medicated through 
cytochrome P450. 

DISCUSSION 

Our drugs of choice were fluoxetine and Diazepam used 
as antidepressant and anxiolytic rcspccti\cly The two 
drugs are given alone or in combination , in \arious 
depressive disorders. The drug interaction occurring 
during the concomitant administration has been clinically 
documented (Lembcrgcr et al, 988). The increased 
concentration of diazepam and its metabolite in the body 
can lead to severe side effects like excess sedation, 
respiratory depression, anorexia, mood changes and muscle 
cramps. Diazepam is metabolized in the liver with only 
traces of the unchanged drug excretion in urine. Studies 
have shown that the conversion of diazepam to N- 
desmethiyhle diazepam and the 3-Hydroxylalion and N- 
dcs mcthyhldiazepam to oxazepam is catalysed by CYP2C 
cytochrome identical or closely related to that responsible 
for S-mephenytoin hydroxvlation (Bcrtillson et al. 1989). 
As fluoxetine is a potent inhibitor of CYP2C19. increasing 
scrum concentration of benzodiazepines like alprazolam and 
diazepam as shown by Narnajo et al. 1999". it has also 
been found to delay in humans the clearance of diazepam 
that appears to be dependant on one of the members of the 
P4502C scries (Bertillson et al. 1989)- 

All the studies have been carried on humans and little 
work has been done on rats and other animals as per 
literature survey. The rat liver microsomes were used in 
this study as rats were easily available and they close|\ 
augment with the metabolism in humans. Rats pro\ ide an 
excellent model for the studs of interaction occurring due 
to polypharmacy (Christopher P. Chcnglis, 1992) 10 

In the present study we tried to find the extent of 
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Fig.5: Showing nanomoles of formaldehyde formed in 
control and treated rate liver microsome 




No of dayt of treatmtnt 


conlroJ umpto 
trtaltd aimplt 

Xanomoles of formaldehyde formed in control rate liver microsomcs treated 
with vehicle only and microsomes treated with fluoxetine HCL. The 
microsomal protein concentration taken was 25 ugs. 


inhibition of the enzyme responsible for the metabolism of 
diazepam by the inhibitor by measuring enzyme activity 
and total P450 content after treating rats with fluoxetine 
for a period of 10, 20 and 30 days. As per the results the 
total P450 content inhibited on day 30 of treatment was 
43.12%, When compared with control treated with vehicle 
only. The enzyme activity was also measured in these 
slots to sec the effect due to duration of treatment. This 
also shows that the N-demethylation reaction is mediated 
through Cytochrome P450. Thus we can depict that the 
Fluoxetine which is a potent inhibitor of CYP2D6 inhibits 
that CYP450 enzymes also which are responsible for the 
metabolism of diazepam, as per the decrease in enzyme 
activity from 86% to 22% from day 10 of treatment to 
Day 30 of treatment. The enzyme was studied at two lower 
microsomal concentrations and the substrate concentration 
was kept constant to about 3.6 mMoles, as a linear curve 
was not obtained at higher concentration as per protocol, 
might be related to decrease of stability of the enzyme 
substrate complex. The microsomal sample was also heated 
to about 70° C and then centrifuged at 5000 RPM for 3 
minutes to achieve thermal stability and to purify 
microsomal sample before proceeding as per protocol. 


CONCLUSION: 

The invitro studies in rat liver microsmes by the method 
modified in this study provided a screening method to 
evaluate the clinical significance of a potential interaction 
between fluoxetine and diazepam, due to inhibition of 
metabolism of diazepam by fluoxetine when prescribed for 
a period of one month or more. As per the clinical data 
collected it was concluded that physicians prefer this 
combination than fluoxetine-alprazolam combination which 
is more efficacious and less toxic in patients suffering from 
mixed anxiety depression and other depressive disorders. 
The observations stress the need of decreased use of such 
combinations which can other wise potentiate the side 
effects due to accumulation of diazepam in the body. 
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dysplastic hip 
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Abstract- Allhough acetabular labrum tears causing disabling hip pain in dysplastic hips have been described ,,, the 
literature under different headings (Paterson 1957; Alfons 1977; Crossbard 1981; Ueo 1984; Caltera ! 1986 Ikeda 
,988 ' Klaue 1991; and Schnarkowski 1996). There is little mentioned about this difficult diagnostic problem in standa 
orthopeadic textbooks and other medical literature. This fact has also been recognised by Schnarkawskte, a in the,, 
article in 1996. We are reporting a case of acetabular labrum tear (ALT) with paralabral cyst in a non dysplastic h,p. 
which to our knowledge from a literature search has not been reported so far. 


Key words: Acetabular Labrum Tear, Paralabral cyst. 


Case Report 

A 57 year old gentleman, an electrician by profession, 
who had played rugby and squash in the early part of his 
life sufered from progressively increasing pain in the right 
hip for eight years. It started as discomfort on the outer 
side of the right hip. He had managed to play squash for 
about a year or so thereafter, before it worsened and 
prevented him from working, walking long distance and 
managing home activities. The character of pain changed 
to a sharp catching type when he flexed and internally 
rotated his right hip. occassionally the pain would radiate 
to the leg, if pain was very severe. There was no associated 
back trouble. Past medical history included a fracture of 
the left ankle at the age of thirty one years. Clinical 
examination of the spine, hips and nervous system were 
non contributory and plain radiograph of the hips did not 
show any dysplasia. There, however, was a small cystic 
lesion in the right acetabulum superolaterally (Figure 1). 
The patient had no fixed flexion deformity, flexion of 100 
degrees limited by pain, abduction 45 degrees, adduction 
and internal rotation of 5 degrees each in the right hip. 
Diagnostic local anaesthetic injections into right trochanteric 
bursa and the right hip of joint on two different occasion 
sduring evaluation of the problem made slight improvement 
in walking but, sudden catching pain during flexion and 
internal rotation of the afected hip persisted all along. Similar 
results were obtained with physiotherapy and hydrotherapy. 
This patient was also evaluated by the rheymatologist who 
gave him a clean bill of health. Isotope bone scane revealed 
an area of increased uptake in the upper lateral portion of 


Cystic lesion in the same area but no labrum tear. (Figure 

2) Arthroscopy of the hip revealed a tear in the labrum 
probably communicating with the acetabular cyst (Figure 

3) . Excision of the labrum tear was found to be difficult as 
a lot of fluid extravasated around the hip At exploration of 
the right hip joint, through a standard anterolateral Watson- 
Jones approach, the arthroscopic finding was confirmed 
There was a flap/ parrot beak tear in the posterosuperior 
part of labrum with a cleavage plane moving in the direction 
of the acetabular cyst. The latter was located by inserting 
a fine test drill in the cyst under image intensifier from a 
direct lateral approach. Gelatinous material was evacuated 
from the cyst and using a fine right angled probe the cyst 
was found to communicate with the labrum tear. An 
important finding was loss of hyaline cartilage just beneath 
the labral tear. The tear was resected and the cyst cavity 
packed with bone graft taken form the iliac wing. Some 
scoring of the anterior part of femoral head in non weight 
bearing area, possibly from the difficult arthroscopy, was 
also found. The patient had an uneventful hospital stay He 
was non weightbearing on crutches for 3 months and 
warfarinised for the same period as he had past history of 
pulmonary embolism. Although this patient has no lup pain 
at two years following his operation and his walking is 
improved he still has residual discomfort on extreme 
rotations of the right hip. There is no catching or clicking 

Discussion 

Acute catching hip pain especially in young patients 



right acetabulum and magnetic resonance imaging showed 
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Fig. 1: Plain Radiograph of Pelvis with Hips 



Fig. 2: Magnetic /Resonance image of Pelvis with Hips 



Fig. 3: Arthroscopic picture of acetabular Labrum 

tear 


without any major history of injury to the hip or any 
radiological evidence of dysplasia or degenerative changes 
is a clinical puzzle even for experienced clinicians. It is 
disabling for the patient. Contrast (Gadolinium) enhanced 
magnetic resonance imaging (MRI has a definite role in 
the diangosis of ALT and / or paralabral cysts. Ikcda cl al 
(1988) recommends that, in doubtful cases, hip arthroscopy 
may be useful in both diagnosis and treatment. In our patient 
we found hip arthroscopy very helpful as there was no 
enough convincing evidence from plain radiographs and 
MRI scan. Ikcda (1988) and Schnarkowski (1996) arc of 
the opinion that labrum tears and paralabral cysts arc 
common in the weakest postcrosupcrior part of the 
acetabular labrum. which is vulnerable to repetitive minor 
stresses in activities of daily living and to mechanical 
stresses during excessive hvist at sporting activities. Wc 
found ALT in our patient in the same postcrosupcrior region 
communicating through tiny hole with an adjacent small 
acetabular cyst. This patient was an active sportsman 
(Rugby and Squash player) for nearly thirty yars of his life 
before start of his symptoms. A tear in the acetabular labrum 
leads to loss of stability of the hip and joint congruity 
resulting in raised intraarlicular pressure and joint effusion. 
The latter forcing synovial fluid through labrum tear into 
the acetabulum producing a paralabral cyst and carl> 
degenerative changes. The slowly progressing clinical 
history and the operative findings in our patient seem to 
correlate with this hypothesis. Similar observations have 
been made bv Ikcda ct al in 1988. 
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,he manes located in the posterior mediastinum. The differential diagnosis of mass m the posterior mediastinum >”««*■ 

Srirr 


mass. 
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Case report: 

A 77 year old Haitian male with past history of 
hypertension, psoriasis and left parathyroidectomy for 
parathyroid adenoma came with a complaint of pain in the 
upper back of three weeks duration. The pain was dull, 
generalized over the upper back and there was no 
aggrevating or relieving factors. The patient had no prior 
history- of chest disease, neoplasm or trauma. The physical 
examination revealed normal vital signs and there was no 
tenderness or limitation of motion of the upper thoracic 
spine. Chest and cardiac auscultation were unremarkable. 
There were no skin lesions, clubbing or edema. The 
neurologic examination was unremarkable. All laboratory 
work up was within normal limits except a 5-TU PPD 
was positive with positive skin test controls.The chest X- 
ray of the patient revealed widening of the mediastinum 
with no other specific findings. 

Subsequent CT scan of the chest showed soft tissue 
mass in the posterior mediastinum at the level of T 4 and T 6 
with vertebral body destruction. The MRI of the chest 
also showed paravertebral mass on both sides of T 4 and T 6 
along with mild cord compression. The patient underwent 
CT guided aspiration biopsy which was nondiagnostic. 
The AFB smear was negative. The culture did not reveal 
mycobacterial or any fungal growth. 

Tire differential diagnosis of posterior mediastinal 
mass includes the following: 

1. Neurogenic neoplasms 

From peripheral nerves : Neurofibroma ; Neurilemoma 

(Schwannoma); Malignant tumor of nerve sheath origin 
(MTNSO) 


From sympathetic ganglia : Ganglioneuroma . 
Ganglioneuroblastoma; Neuroblastoma. 

Sympathicoblastoma 

From paraganglionic cells : Pheochromocytoma : 
Paraganglioma(Chemodectoma) 

2. Parasitic cysts (Hydatid) 

3. Meningocele (Meningomyelocele) 

4. Neurenteric (Archenteric) cyst 

5. Gastroenteric cyst (Pancreatic-pseudocyst) 

6. Thoracic duct cyst 

7. Primary esophageal lesions : Neoplasm ; Diverticula . 
Megaesophagus ; Esophageal hiatus hernia 

8. Hernia through the foramen of Bochdalek 

9. Diseases of the thoracic spine . Neoplasms : Infectious 
Spondylitis (Tuberculous as well as Nontuberculous) 

10. Extramedullary hematopoiesis 

11. Aortic aneurysm 

12. Soft tissue neoplasms (Liposarcoma) 

13. Lymphoma 

Discussion: 

Neurogenic tumors are the most common cause of 
the posterior mediastinal mass. About 90% o' the 
neurogenic tumors occur in the posterior mediastinum 1 
They represent 20% of all adult and 35% of all pediatric 
mediastinal tumors. 2 About 70 to 80% of neurogenic tumors 
are benign and half of the patients arc asymptomatic. 
Neurogenic tumors arc grouped into three categories based 
on their origin namely those arising from peripheral 
nerves, sympathetic ganglia and paras\ mpathetic ganglia 
The nerve sheath tumors arc most comnionh seen m adults 
while as tumors arising from sympathetic ganglia arc seen 
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in children. 

The tumors arising from the peripheral nerves can 
be either benign such as neurofibroma and schwannoma 
(neurilemoma) or malignant such as spindle cell sarcoma 
(malignant tumor of nerve sheath origin; MTNSO ). The 
neurofibroma and neurilemoma is the most common 
posterior mediastinal tumor in the adult population. 3 Both 
are slow growing and arise from the spinal nerve root. 
Most patients are affected in third to fourth decade of life. 
Although most patients arc asymptomatic, some experience 
pain or paresthesia from compression of adjacent structures 
or from intraspinous tumor extension. 4 The neurofibroma 
and neurilemoma is seen radiographically as sharp 
marginated spherical and lobulated paraspinous mass that 
extend from one to two posterior rib interspace and can 
attain large size producing pressure erosion or deformity 
of the ribs, vertebral bodies and neural foramina. On CT 
scan punctate calcification is seen and low attenuation 
correlates with areas of hvpocellularity, cystic changes and 
hemorrhage within the tumor. Extension into the spinal canal 
produces hourglass or dumbbell configuration. 4 On MRI 
these tumors are having low to intermediate signal intensity 
on T,-weighted images. The MRI is useful in excluding 
intraspinous tumor extension. The treatment of both 
tumors is complete surgical excision as recurrence is 
uncommon. About 30 to 45% of neurofibromas occur in 
patients with neurofibromatosis and these patients are at 
increased risk for malignant transformation of a 
neurofibroma.' The MTNSO arise from single or plexiform 
neurofibromas but rarely arise from preexisting 
schwannoma. 6 They are basically spindle cell sarcomas 
and represent the malignant counterpart of neurofibroma 
and neurilemoma. The male and female are equally affected 
in third to fifth decade of life. About half of the cases 
occur in patients with neurofibromatosis and most patients 
with neurofibromatosis and MTNSO are adolescents and 
young adults. 7 The common presentation of MTNSO is 
pain because of enlarging mass and nerve compression. 
The MTNSO arc seen radiographically as spherical mass 
exceeding 5 cm in diameter. On CT scan they are-seen as 
rounded well defined mass that locally invade the 
mediastinal structures and adjacent chest wall. Complete 
surgical resection is not possible and post-operative high 
dose radiation therapy is given as recurrence is common. 
The hematogenous spread of tumor to lungs is seen but 
lymph node metastasis is rare. 

The tumors arising from sympathetic ganglia of 
posterior mediastinum include benign ganglioneuroma, 
malignant ganglioncuroblastoma and highly malignant 
neuroblastoma. The neuroblastoma can arise from adrenal 
gland (50%) as well as from sympathetic ganglia in the 
posterior mediastinum (30%).* The ganglineuroma is 
composed of mature ganglion cells and affect male and 


female children older than three years of age. Most of the 
patients are asymptomatic. Radiologically ganglioneuroma 
is seen as well defined oblong mass with broad base along 
the anterolateral aspect of spine. They can attain large size 
producing pressure erosion along with scoliosis and 
displacement of skeletal vertebra. On CT scan 
ganglineuroma is seen as either homogeneous or 
heterogeneous mass. The treatment is complete surgical 
excision. The ganglioncuroblastoma usually affects younger 
patients who are less than ten years of age. It can produce 
symptoms due to its large size, intraspinous extension and 
by local as well as wide spread metastasis of the tumor. 
The neuroblastoma is a highly malignant tumor seen in 
younger children.About 60% are younger than two years 
of age. It is 1.3 to 2 times common in male children. The 
patients can present with various neurological deficits such 
as homers syndrome and ataxia. The tumor can produce 
catecholamine and vasoactive intestinal peptides that can 
cause hypertension, Hushing and intractable diarrhea The 
patients have elevated urinary homovanillic acid and 
vanillylmandelic acid that help in diagnosis as well as 
monitoring of any recurrence of the tumor. 

The tumor is seen radiographically as paraspinous mass 
with invasion of local structures and crossing the midlinc. 
Extensive skeletal erosion is commonly seen. On CT scan 
calcification of the tumor is seen and MRI shows 
homogenous or heterogenous signal intensity. The treatment 
is complete surgical resection. Chemotherapy and radiation 
therapy is useful in advanced stages of the disease. 

The neurogenic tumors arising from the 
parasympathetic ganglia of the posterior mediastinum 
such as pheochromocytoma and paraganglioma arc very 
rarely seen. The pheochromocytoma commonly arises 
from the adrenal glands in the abdomen. The hydatic cyst 
of the lung is usually seen on chest X-ray as well defined 
homogenous cyst (water lilly sign) and diagnosis is made 
quite easily. 

The lateral thoracic meningocele is very rare entity 
that is seen as redundant meninges that balloons through 
spinal foramina. About 75% of the patients have 
neurofibromatosis and lateral thoracic meningocele 
represent the most common posterior mediastinal mass 
seen in these patients. 9 The CT scan and MRI can 
demonstrate continuity between the cerebrospinal fluid in 
the meningocele and that contained in the thecal sac. 

The pancreatic pseudocyst can enlarge and extend 
along the path of least resistance to distant regions such as 
mediastinum, neck or scrotum. 10 The mediastinal extension 
is rare and posterior location is explained by the portal of 
entry through esoghageal or aortic hiatus or both. The CT 
scan and ERCP are helpful in confirming the diagnosis. 

The infectious spondylitis of thoracic spine 
(tuberculous or non-tuberculous origin) is seen commonly 
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in developing countries and they appear as bilateral 
paraspinous mass. The thoracic spine is involved most 
commonly in tuberculous spondylitis (Potts disease). The 
classic pattern of tuberculous spondylitis is destruction of 
intervertebral disk and in advanced stage of the disease 
there is a formation of paravertebral abscess. Early 
treatment with anti-tuberculous therapy can prevent 
neurological complications. The unusual causes of 
infectious spondylitis include disseminated histoplasmosis, 
coccidiodomycosis and blastomycosis in the endemic 
area. 14 The actinomycosis of the spine also can cause 
paraspinal abscess and is usually the result of contiguous 

abdominal or pelvic spread. 11 

The extramedullary hematopoietic tumors (EMHTs) 
are associated with chronic congenital hemolytic anaemia 
such as thalassemia, hereditary spherocytosis or sickle cell 
disease. These tumors can be asymptomatic presenting as 
unilateral or bilateral paraspinal masses that contain fat and 
hematopoietic tissue. 12 While EMHTs usually occur in 
patients with severe chronic anemia, such lesions must be 
considered in the differential diagnosis of posterior 
mediastinal mass in patients without clinically evident 
anemia. 12 The EMHTs may rarely complicate chronic 
myeloproliferative disorders. 15 

The soft tissue tumor of posterior mediastinum such 
as liposarcoma is a very rare entity and patient can have 
symptoms of cough, dyspnea, chest pain and cachexia 
due to the pressure effect of the tumor. 1 -' The treatment is 
surgical excision of the tumor. 

The primary mediastinal lymphomas may affect any 
mediastinal compartment and present as nodal enlargement. 
The mediastinal involvement is made by cross-sectional 
imaging studies such as CT scan and MRJ. Both Hodgkins 
disease and non-Hodgkins lymphoma can affect the 
mediastinum and manifest as a primary mediastinal lesion 
or as a generalized disease. 

In view of our patients age the following differential 
diagnosis were highly considered : infectious spondylitis, 
lymphoma, neurogenic tumor, soft tissue tumor and 
myeloproliferative syndrome of EMHTs. The patient 
underwent right posterolateral thoracotomy along with 
excision of posteriormediastinal mass and spinal 
reconstruction surgery. A frozen section diagnosis of 
fibroadipose tissue with focal chronic inflammation was 
made and the stains were negative for AFB or any fungal 
growth. The subsequent pathology report came as chronic 
fibrosing osteomyelitis of T, - T 8 . The culture for the 
mycobacteria organism is still pending. The patient was 
started on fourdrug anti-tuberculous drug therapy.The 


patient condition improved and back pain decreased. Our 
case illustrates that in an elderly geriatric patient with 
posterior mediastinal mass the infectious spondylitis should 
be considered one of the differential diagnosis in addition 
to any neoplastic etiology. 

CONCLUSION: 

Although the differential diagnosis of posterior 
mediastinal mass is extensive, the roentgenograpluc and 
clinical signs permit a considerable narrowing of the 
possibilities. The CT scan and MRI should be a part of 
the evaluation of such lesions. Early diagnosis is important 
in order to prevent permanent neurological complications. 
Despite extensive preoperative evaluation, some patients 
have to undergo thoracotomy in order to confirm the 
diagnosis. The physician should always keep in mind all 
the possible differential diagnosis when a patient comes 
with a posterior mediastinal mass. 
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Abstract: Tuberous sclerosis is a rare autosomal dominant disorder in which neurological involvement manifests in the 
form of seizures, mental retardation, affective and behavioural derangements IVe report a case, whose main presenting 
feature was major depression, not mentioned in previous literature 
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Introduction 

Tuberous sclerosis (also called Boumevillc's disease or 
Brustificld - Wyatt disease) is a congenital disorder of 
autosomal dominant variety in which a variety of lesions 
due to hyperplasia of ectodermal and mesodermal tissue 
occur in skin, nervous system, heart, kidney and other 
organs 1 *' Among the neurological manifestations seizures 
and mental retardation arc the commonest features. 2 -' 4 In 
addition hydrocephalus, dementia, hyperkinesis, spastic 
weakness, chorcoathctosis and behavioural derangements 
arc reported M Interesting in our case, is that patient 
presented with features of major depression, and subsequent 
work up proved the patient suffering from tuberous 
sclerosis Depression as a feature of the disorder has not 

been mentioned in the previous literature, and this prompted Fig.2: CT Brain showing Calcified Subependymal 

us to report this case. • tubers. 

Case Report: 

A 28 year old female, product of a consanguineous 
marriage and second in birth order, got admitted to our 
department with history of fever and behaviour disturbance 
one weak after marriage. She was noticed to have decreased 
communication with members of the new family and other 
relatives. She developed lack of interest, loss of sleep and 
appetite, mental deterioration and episodes of agitation as 
narrated by her husband. Psychiatrist was consulted by 
us, who labelled her as having major depression, put her 
on antidepressants and advised to do a detailed medical 
evaluation to rule out the presence of any organic illness. 
Her past history was elicited from all possible relatives, by 
which we came to know that she was having few episodes 
of generalized tonic - clonic seizures since last 14 years 
for which she was put on anticonvulsants (including 
phenytoin), otherwise there was nothing significant in her 
-.--- developmental, family and the past history. On examination 
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she was conscious, slow to react to verbal commands and 
was febrile (temperature 101 - 103 °F, intermittent), with 
pulse of 108 - 124 beats / min and blood pressure of 130/ 
70 inmHg. On her face, she was having reddish - brown 
papular lesions on cheeks, also extending from nasolabial 
folds to the chin. A few scattered erythematous papular 
icsions were also found over forehead (Fig 1). Another • 
skin lesion was an ‘ash-leaf’ shaped hypopigmented lesion 
in her right lumbar region. These features wer consistent 
with the diagnosis of tuberous sclerosis as per the opinion 
of dermatologist, and was evaluated on the lines of same. 

In her general physical and systemic examination no other 
abnormality was found. On investigating she was having 
Ieucocytosis (13000/mm 3 ) with predominance of 
polymorphs. Rest of all baseline investigations including 
CSF and blood cultures revealed no abnormality. She was 
put on broad spectrum antibiotics and fever subsided. 
Ultrasonographic study of the abdomen revealed a solid 
mass 3.2 x 4 cms in relation to the upper pole of right 
kidney. CT scan of brain revealed numerous calcified 
subependymal tubers (Fig 2). On the basis of skin lesions, 
subependymal tubers and renal mass she was diagnosed 
as a case of tuberous sclerosis. For renal mass she was 
planned for open biopsy but the patient died of sudden 
cardiopulmonary arrest before that. 

Discussion 

Among the cutaneous lesions sebaceum, ash-leaf 
shaped hypopigmented macules, shagreen patches and 
dcpigmented nevi are commom 1 - 3 common findings of 
tuberous sclerosis, as were also found in our case. 
Rhabdomyomas of the myocardium, and angiomyomas of 
kidney, liver, adrenals and pancreas have also been 
reported.*' 5 Our case had a solid mass in relation to right 
kidney, but unfortunately tissue diagnosis of the same 
couldn’t be achieved as the patient died prior to that. The 
commonest neurological feature of tuberous sclerosis and 


patients with later onset can present in late childhood, 
adolescence or adult life with tonic clonic, complex partial, 
or myoclonic seizures 1 - 2 and these seizures are always the 
most reliable index of the cereberal lesions.' There exists a 
very close relationship bettween the age of onset on one 
hand and the severity df epilepsy and the development of 
dementia, hyperkinesis and autistic features on the other. 4 
Mental functions continue to deteriorate slowly. Spastic 
weakness or mild choreoathetosis of the limbs can also 
occur. 1 In addition to obstructive hydrocephalus and mental 
retardation, other features including constant crying, 
muttering, rocking and swaying movements and digital 
mannerism have been observed. 1 - 4 Focal neurological 
deficits can occur as a result of giant - cell astrocytomas. 
Our patient’s main presentation was depression, in addition 
to other manifestations of tuberous sclerosis which is not 
reported anywhere in literature so far and needs to be taken 
into consideration. Since our patient could not survive, fwe 
can not comment on the prognosis of disorder. It has been 
found that prognosis depends upon the severity of mental, 
psychiatric and epileptic manifestations, and 40 to 50 
percent of patients have been found living normal life. 
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UNILATERAL CRYPTOPHTHALMOS 


Junaid.S.Wam,M S.; ARNasti, M S.; Manzoor Q Kcng, M S.; Sabia Rashid.M S. _ 

A BS TRACT: Cryptophlha/mos. a very rare congenital anomaly of the eye. is characterized by skin passing continuously 
from the forehead to the cheek over a malformed eye Here we report a case of unilateral Cryptophtha/mos in a 10 day 
old neonate in view of the rarity• of this condition. 

Key words: Cryptophtha/mos. Congenital 

JK-Practitioner 2003 : 10(1): 36-37 
INTRODUCTION: 


Cryptophthalmos is a very rare, probably autosomal 
recessive condition in which the lid folds fail to separate in 
the embryo resulting in a continuous sheet of skin from 
the forehead to the cheeks covering the malformed eye. It 
has been reported infrequently in the literature with fewer 
than 100 cases reported and only two cases have been 
presented in China 1 

CASE REPORT 

A 10 day old male neonate, product of a consangumous 
marriage was brought to the eye OPD of SMHS Hospital 
by the parents complaining of absence of left eye On 
examination, there was absence of left eyebrow, both left 
upper and lower lids and a sheet of skin was seen covering 
the area ol the lclt eyeball | Fig. I j Movement of the eye 
was occasionally visualized beneath the skin On palpation 
a normal feel of an eyeball with closed lids was felt The 
right eye ball and appendages were normal Systemic 
examination revealed no other abnormality. Family history 
was non-contributory. 

The patient was operated upon, revealing a malformed, 
cystic eye ball with no differentiation of ocular structures 
I Fig. 21 

DISCUSSION 

Cryptophthalirfos is a rare congenital anomaly 
- an uninterrupted continuity of the skin of 
the forehead with that of the check resulting in total 
ablcphom It was first reported in 1X72 by Zchcndcr and 
Man/ \ It is thought to occur mostly on a sporadic basis, 
but a recessive inheritance has been suggested-and occurs 
bilaterally twice as often as it docs unilaterally and there 
seems to be a slight preponderance of males Predilection 


for the left eye in 
unilateral cases 
has been 

reported 

Cryptophthalmos 
is divided into 
three types, the 
complete variety, 
the incomplete 
variety and the 

w 

s\ mblcpharon 
variety. The 

m 

complete variety 
is the most 
common type 
The cvclids do 
not form and the 


Fig 1: Clinical Photograph of a lOday old CNCllu skill 
neonate with unilateral cryptophthalmos 



----- Fig.2: Operative photograph showing disorganiz ed globe 
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grows continuously from the forehead to the cheek, 
covering the underlying globe. The globe is usually 

disorganized. . . . 

The incomplete variety presents with facial skin tusing 

to the medical aspect of the globe with no eyelid structures 
in that area. The lateral eyelid is present and normal. 

Finally, the congenital syinblepharon variety presents 
with fusion of the upper lid skin to the superior portion of 
the globe. The eyelid in this area is absent. There may be 
a small amount of normal eyelid laterally. 

Cryptophthalmos is usually associated with many other 
congenital anomalies, including mental retardation, nasal 
anomalies, ear anomalies, cleft lip and palate, irregular 
dentition, genitourinary abnormalities, cardiac 
malformations, meningoencephalocele, abnormal hairline, 
umbilical hernia, anal atresia, ankyloglossia, laryngeal atresia 
and syndactyly 5 . 

There arc syndromes associated with Cryptophthalmos 
and these include. Fraser’s syndrome, Cryptophthalmos 
syndactyly syndrome, malformative syndrome with 


_ jk-practitioner 

Cryptophthalmos and Cryptophthalmos syndrome 6 . 

The patient discussed represents the complete variety 
of Cryptophthalmos. Because the eye is disorganized and 
the conjunctival sac is absent, recover.’ of sight and 
reconstruction of the lid and conjunctival sac by surgery 
are impossible. Because of these drawbacks a kcrato 
prosthesis may be the only alternative 
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WEBER’S SYNDROME ASSOCIATED WITH GIANT ANEURYSM OF 
THE POSTERIOR CEREBRAL ARTERY 


Bakshi Jehangir M.D.; Tanvir Masood M.D.; G.Q Khan M.D.; Sajjad Dar M.D.: Ghulam Jcclani DMRD. M.D: 

Shahid Tak M.B.B.S.; Gh. Hassan M.D. _ 

Abstract: A young female was clinically diagnosed as a case of Weber s Syndrome and was further evaluated by ( T. MRI 

and MR - Angiography (MRA). These investigations revealed a partially thrombosed giant aneurysm of the right RCA 
which is a rare entity. 


Keywords: Weber s syndrome. Giant Aneurysm. Posterior Cerebral Artery (PCA). CT. MR1, MR - Angiography (MRA) 
JK-Practitioner 2003; 10(1): 38-40 


Introduction 

An aneurysm on the posterior aspect of the circle of 
Willis can lead to Weber's syndrome (AKA superior or 
oculomotor alternating hemiplegia) by involvement of the 
third cranial nerve as it passes through the brainstem. 
Deficits include ipsilatcral ptosis, pupillary dilation, lateral 
strabismus and absent light reflex (Illrd nerve involvement) 
and contralateral paralysis of the arm and leg (cortico-spinal 
involvement). 

Case Report 

A 30 year old female with a drooping right upper eyelid 
and a right sided headache and left sided weakness 
worsening over 2 days was admitted to the Department of 
Medicine at S.M.H.S. Hospital, Government Medical 
College, Srinagar in March 2002. She had no past occular 
problems, and medically she had a unremarkable past 
history. A diagnosis of Weber's syndrome (ipsilatcral third 
nerve paresis and contralateral hemiparcsis due to 
involvement of the pyramidal tract) was considered and 
the patient was referred to the Department of 
Radiodiagnosis and Imaging where CT Scanning (HiSpced- 
FXi, GE). MRI and MR-Angiography (Symphony, 
Siemens) were performed. 

CT demonstrated a large round well-defined denisly in 
the posterior circulation with a peripherally organizing 
thrombus (fig. 1). No evidence of rupture of the aneurysm 
was seen. 

MRI showed a hyperintense rounded structure with 
artifacts, characteristic of low-velocity flow (Fig 2,3 & 4) 
with a staged laminated intensity representing thrombus. 

MRA showed change of a flow signal in posterior 
cerebral artery (PCA) indicative of pathologic widening of 
the PCA (Fig. 5,6,7). The dimensions of the structure 


was confirmed on the basis of these findings. 

Discussion 

An intracranial aneurysm is a small, thin walled 
outpouching or dilatation of one of the large blood \csscls 
that supply the brain. A giant intracranial aneurysm is 
defined as an aneurysm larger than 2.5 cm in diameter 
Treatment of large (2-2.5 cm) and giant aneurysms has 
traditionally been associated with a higher morbiditx and 
mortality than smaller lesions. 

Aneurysms of the posterior cerebral artery (PCA) make 
about 1% of all intracranial aneurysms 1 - 689 . PCA aneurysms 
are more typical of its proximal segments' 61 *. They have 
some specific morphologic signs, which differentiate them 
from aneurysms of other locations. As per Fcrrante and 
collegucs' they are more frequent in young people (average 
3 8 years), whereas the average age of patients with 
aneurysms of anterior areas of the arterial circle is 50-60 
years. In our case, the patient was 30 years old. 

One more ty pical feature is a high rate of large and 
giant aneurysms (23%-50%) among PCA aneurysms in 
comparison with 3-5% among aneurysms with other 
locations) 4 - 7 - 8 - 10 . Our patient had a giant aneurysm measuring 
4.9 by 2.4 ems almost qualifying as a supor-gianl aneurysm 
(>5cms).. 

Seventy to seventy-five percent of patients with giant 
aneurysm present with mass effect usually manifest by 
visual failure, cranial nerve dysfunction, hemiparesis. 
seizure or headache. Pia H. 8 reports a high frequency (27%) 
of vision impairment in PCA aneurysms; oculomotor 
disorders and hemianopsia are most frequent. Ciceri E. 1 
observed 5 patients (25%) with oculomotor and vision 
disturbances due to compression of the oculomotor nerve 


m easured 4.9 by 2.4 cms. ___ and chiasm. Our patient presented with Weber’s syndrom 
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A partially thrombosed giant aneurysm of the right PCA 
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(ipsilatcral third nerve paresis and contralateral hcmiparcsis). 
Thrombosis and stroke due to blood clot formation within 
the aneurysm and subsequent distant embolus, has been 
reported in approximately 2-5% of patients with giant 
aneury sms. Thrombus formation within the aneury sm was 
observed in our patient. 

Subarachnoid hemorrhage is one of the most frequent 
manifestations of PCA aneurysms and is seen in 50-80% 
of cases' 0 *. In our patient there was no evidence of rupture 
of the aneurysm, despite its remarkable size. 

According to Brennan J.W. and Schwartz M L. 1 while 
there is insufficient data to support a standard regarding 
surgical repair of unruptured intracranial aneurysms, 
surgery is appropriate for the management of giant 
aneurysms Surgical techniques include Microsurgical 
clipping. Embolisation or Arterial occlusion and bypass. 

As far as we know this is the first reported case of this 
nature in the Kashmir Valley. 
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different foreign bodies in urinary bladder 


imtia? Shah MS; Rahul Gupta M.S.; CL Gup ta M S. ___rTT 77, 7 

Abstract- Foreign bodies in urinary bladder am no, uncommon. Hoover very little.published series are 

nrrtbcine a fatal disease can lead to serious complications like chronic cystitis, stone formation or fistula formation. Wt 

present & three cases of different foreign bodies with different etiology which were removed successful y. 


Key Words: Foreign bodies, bladder, Heamaturia. 
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introduced it for her sexual gratification. 


Introduction: 

Foreign bodies of urinary bladder is not a rare entity. 
Most of the foreign bodies may be self inserted for sexual 
gratification or may be inserted for therapeutic purpose 
and neglected in complication or may be iatrogenic by a 
non vigilant surgeon or assistant. We present three case 
reports of different foreign bodies in bladder. 


Case Report No. 2 

Twenty eight years male patient presented with gross 
haematuria with excruciating supra pubic pain. Patient gave 
history' of cystolitholomy ten days back though no details 
of surgery were available with the paticn. Clinically patient 

had a recent 


uprapubic 
car which 
was tender 
X - r a y 
abdomen 
revealed a 
scalpal blade 
i n 

suprabubic 
region. 
Emergency 
evstostomv 
was done and 
blade was 

removed from the bladder, patient had uneventful recovery. 


Case Report No. 1 

Twenty years old female was seen in urology out patient 
department with chief compliants of burning micturation 
with frequency and urgency for last two months. Her 
routine urine microscopy showed puss cells of 80-90 hpf 
with 10-12 RBC hpf. X-ray of KUB region showed a stone 
with an elongated stalk in the bladder area. Ultra sound 
confirmed the X-ray finding. Cystopanendoscopy revealed 
a long wire like material with dense encrustations around 
it. Suprrapubic cystostomy was done and foreign body 
embed with stone was removed, after breaking the 
encrustations it turned to be a hair pin. On questioning the 
patient in post operative period it was found that she had 


Case Report No. 3 

Thirty years old male patient presented with intermittent 
painful heamaturia and dvsuria for last two motnhs Patient 
gave history of left urctrorcnoscopic extraction of left low cr 
uretric calculus with stenting one year back Routine 
investigaiton revealed puss cells 10-15hpf with RBC 20- 
30hpf. X-ray of KUB region showed a double J stent on 
left side with encrustations in its entire course with stone 
formation at its lower end. Patient gave history that he had 
lost to follow up with his operating surgeon due to his 
domestic reasons. Patient was prepared for eystoscop\ 
and uretrorenoscopv but on cystoscop> the stent was genth 
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pulled into the bladder. The stone at its lower end was 
crushed by doing cystolithopaxy. Stent was removed 
through cystoscope and stone fragments were removed 
bv bladder washes. 

m 

Discussion 

Foreign bodies in urinary bladder are not uncommon 
and many kinds of foreign boidies have been reported in 
the urinary bladder. Davidor reported a ease of forty seven 
years old man who had self inflicted a piece of copper 
wire 1 . Tan ct al had reported four cass of foreign bodies in 
urinary bladder. Most of the patients with self induced 
foreign bodies arc too ashamed to admit they had introduced 
it for sexual gratification or perversion and were diagnosed 
only when got into complication, known foreign bodies 
seen in the urinary bladder as in our case like hair pin, 
neglected stents, sometimes fractured foleys cathcr ballon, 
has been noticed to be the nidus for stone formation. Most 
of the foreign bodies in urinary bladder are diagnosed by 
X-ray pelvis or by ultrasound and sometimes picked up on 
cystoscopy. Gourment reported a foreign body in the 
urethra for erotic stimulation which was lost in bladder 
and after seven years presented with obstructive urinary 
symptoms'. 


_ JK-PRA CTITIONER 

In most eases foreign bodies are removed cndoscopicaly 
which include neglected stents, small wire pieces or 
fractured foleys cathcr ballon, but sometime sharp objects 
like scalpal blade as in our case report needed open 
cystostomy as if attempted cndoscopically could cause 
more damage to urethra and bladder. Keeping in mind the 
clinical presentation of our cases and on reviewing the 
literature it is mandatory’ to keep in mind the possibility of 
foreign body as differential diagnosis in patients presenting 
with chronic dysuria or cystitis or haematuria with or 
without history of surgical intervention not responding to 
chemotherapy. 
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^■mnonTcrTix/F ACTIVITY OF EMBELIA RIBES AGAINST 

?ar£°™ol induced acute hepatocellular damage in 

MICE 


Nahid Tabassum; Shyam S. Agrawal_____ 7 - 7 ... nf 

the administration of drugs. The mice treated with Embelia ribes extract (50.100 & 200 mg/ 100g/dayO showed a dose 
dependent fall of 41%. 47%. & 66% respectively in the serum SGPT levels as compared to the elevated levels m the mice 
receiving paracetamol only. Histopathology of liver of mice revealed 67%. 70% and 80% normal liveis respect, v ely 
mice receding the above doses ofE ribes. The results suggest that extract ofE. ribes possesses hepatoprotective activity 

against paracetomol induced acute hepatocellular damage in mice. 

Key words: Paracetamol. Embelia ribes. Hepatoprotective. Mice. 
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Introduction 

Emeblia ribes Bunn. (Vidanga, N. O Myrsinaceae) is a 
constituent of various formulations marketed for liver 
ailments. Fruits of Embelia ribes have been shown to posses 
analgesic, antipyretic (Atal & Sidique 1984)', antibacterial 
(Narang et al 1961 ) 2 antifertility (Seshadri et al 1981 3 , 
Agarwal 4 et al 1986) and anthelminithic (Chopra 5 1966) 
activity. It has also been reported to be useful in jaundice 
(Chopra 1966). However, no report in available on the 
efficacy ofE. ribes as a hepatoprotective agent. So in the 
present study, E. ribes was screened for hepatoproctective 



Flg.l: Centrlzonal Necrosis after administration of 
single dose of paracetamol (500mg/kg) (H&E x 400) 


activity against acute hepatotoxicity induced by 
paracetamol 

Material & Methods 

Embelia nbes (ER) seeds were purchased from the local 
market in Delhi. After gnnding to a coarse powder. 50% 
ethanolic extract was prepared by cold maceration as 
described in Indian Pharamacopoeia (1985) 6 The dried 
mass of the extract was macerated with 1 % gum acacia 
and suspended in distilled water to be given orally with a 
catheter (ER 50,100,200 mg / lOOg). 



Fig. 2: Anlsonucleosis and binucleate cells in the liver 
treated with paracetamol (500mg/Kg) and E. ribes 


(100 mg/IOOg/day) (HxE x 100) 
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Animals and exposure conditions 

Healthy albino mice (15 to 30g) of either sex were 
housed under uniform husbandry conditons and given 
pelleted diet (Lipton's India limited) and water ad-libitum. 
The animals were housed at a temperature of 25+ 1 degree 
Celcius with a 12h light / dark cycle. 

Paracetamol Induced Hepatocellular Damage 

Mice were divided into five groups of 6 animals each. 
Group 1 served as normal control and received 1% gum 
acacia suspension only. All other groups II, III, IV received 
paracetamol once (500 mg/kg, po, aqueous solution) 
(Pandey & Shrivasrava, 1990) 7 with group II serving as 
paracetamol treated control. 48hr. after paracetamol 
adminsitration. Group III, IV & V received different doses 
(50, 100 & 2 OOrng/lOOg/day) p.o, of ER extract once daily 
for five consecutive days. 

16th day after the administration of last dose of drugs, 
animals were anaesthetised with ether & blood was 
collected from the retino-bulbar venous plexus & serum 
was separated by centrifugation for glutamic pyruvate 
transaminase (SGPT) levels (Reitman & Frankel,1957) 8 
which has shown to be elevated by paracetamol (Dhawan 
et al, 1991). Mice were killed, livers excised, rinsed clean 
in saline and preserved in 10 % formaline for 
liistopathological study (using five um micro meter thick 
sections stained with haematoxvlin & eosin, H&E). Results 
were statistically analysed using students t’ test. 

Results 

Biochemical studies revealed a dose dependent fall of 
41 % (p<0.05); 47% (p<0.05) & 66 % (p< 0 . 01 ) in the SGOT 
levels respectively, after the administration of 50mg (122.6- 
±6.34 IU/L), lOOmg (116.70 + 14.13 IU/L) and 200mg 
(97.25 + 2.79 IU/L) of ER extract as compared to the 
elevated SGPT levels (163.72 IU/L) in the mice receiving 
paracetamol only. 

Histopathalogical examination revealed portal and 
parenchymal inflammation (3+) and marked centrizonal 
necrosis in 38% livers that received only paracetamol (Fig 
1). 50% cthanolic extract of E. ribes at the dose of 50mg/ 
lOOg/day showed 70% of livers as normal while portal 
inflammation was seen in 30% livers. Kuffer cell hyperplasia 
w as observed in one of the livers inthe group treated with 
100mg/lOOg/day of E ribes extract (Fig. 2). E.R. treated 
mice (200mg/lOOg/day) revealed portal inflammation (1+) 
in 20% and parenchymal inflammation 91+) in 40% of 
mice The mice administered E. ribes extract of different 
doses also revealed the presence of binucleate cells and 
anisonuclcosis showing regeneration of liver cells. 
Discussion: 

Paracetamol causes acute centilobular hepatic necrosis 
in rots, mice, guinea-pigs, hamsters rabbits, cats dogs and 
pigs 10 (Boyd and Bcreczkcy, 1996) 10 . Mice and hamster 
arc very sensitive while rat is very resistant". So, in the 


present study mice were used for producing hepatotoxicity 
with paracetamol. Only serum glutamate pyruvate 
transminase (SGPT) levels were estimated as it is the more 
specific index of liver cell damage. 12 Centrizonal 
haemorragic necrosis is the characteristic lesion in 
humans'* & in experimental animals 14 . In the present study, 
ER extract (50, 100 & 200mg / lOOg/day) produced 
significant foils of 41, 47 & 66% respectively in SGPT 
levels in mice as compared to elevated levels in the group 
receiving only paracetamol indicating that the degree of 
hepatic cell damage was of lesser magnitiude in ER treated 
mice (Tig. 2,3,4). Histopathological studies of liver 
confirmed the attributivity of the observed alterations of 
SGPT levels to hepatic damage on health. The study has 
shown that livers challenged with paracetamol have 
centrizonal necrosis and parenchymal inflammation. In 
animals administered with above doses of ER, there was 
no noticeable hepatocellular necrosis. Only mild 
parenchymal inflammation was observed while binucleate 
cells and anisonucleosis was seen in these mice which are 
an indication of hepatic cell regeneration. 

These observations suggest that extract of Embelia ribes 
possesses hepatoprotective activity against paracetamol 
induced acute hepatoccullular damage in mice. 
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AN UNUSUAL BILATERAL CANINE IMPACTION IN MANDIBULAR 
SYMPHYSIS 



A 30 year old lady come with complaints of a discoloured swelling in the lower 
anterior region, without any pain for last few months. On examination a swelling in 
the labial vestibule in relation to the lower incisors was found with following 
characteristics. 

♦ Well circumscribed, localized, swelling, 

♦ Bluish coloured giving a look of haemangioma, 

♦ Non fluctuant, no pulsations, 

♦ Firm to touch, 

♦ Overlying mucosa non inflammatory. Freely moving over the under¬ 
lying swcllinigi suspecting a bony cystic lesion. 

There was no local Ivmphadcnopathy. 

1. Radiography revealed periapical and occlusal two horizontally impacted 
canines (left coronal to the right one) found near the apices of the lower 
incisors on the labial side with an associated radoluccnc> of the size of about 
1.5 cm in diameter, (well depicted in the radiograph) 

2. FNAC of the suspected lesion: The patent was operated under LA. After 
disinfecting the area with betadine wash, an incision was given along with 
gingival margin from first premolar to premolar with two releasing incisions. (Trapezoid flap). The trapezoid flap 
raised by blunt disection along with the underlying periosteum. Thin shell of bone overlying the cyst removed b\ 
small sharp chisel and thus epithelial lining was freed from the bone and the underlying cyst enucleated in toto The 
surrounding bone was chiseled in such a way to first laxate the tooth and then extract it out After extracting the 
left impacted canine, right impacted canine approached by chiselling the surrounding bone. The tooth graduall\ got 
exposed and laxated and finally extracted out. The area flushed with normal saline. Remaining bony chips rcmo\cd. 
sharp bony margins smoothened. The area again flushed with normal saline. The margins of the cavities reduced 
with bone roacngcurs in order to sausarize it so that overlying mucosal flap and the underlying bone will come into 
intimate contact so as to avoid any hacmatoma formation. The area again flushed with normal saline The flap 
sutured back to its palcc by interrupted sutures with silk (3-0). 

The patient advised to hold the pressure pack for an hour and half & usual post operative instructions given:- 
Discussions 

A tooth is said to be impacted when its formation is complete yet has not erupted to its final position to assume its 
normal anatomical arch relationship even beyond its chronological eruption date. In the order of rate of frequency of 
impacted teeth mandibular canines rank No. 5. In other words mandibular canines are less frequently impacted as 
compared with third molars, maxillary canine and mandibular premolars. 

I*' et, ° l0gy .?*' thc im P action of mandibular canines, besides systemic and other local factors, the important 
etiological factors responsible are:- ' 


1 . 

2 . 

3. 

4. 


Longer distances to travel. 

Change in the pattem (normally permanent canines l.e lingual to the primary one) leading to premature loss 
ot the preceding deciduous tooth. 

Delayed resorption of primary canines. 

Eruption between the teeth already erupted (mesiodtstal da,meter of primary canine is less then pen,lament 


Systemic conditions to be taken into consideration are 
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1. Hereditary cause. 

2. Condition like rickets, anemia, T.B., malnutrition, endocmal dysfunction, congenital syphilis etc. which 
cause interfere in the normal development of a child. 

3. Skclcion Disorders like, cleido-cranial dysostosis, oxycephalis, achondroplasia etc. causing skeletal 
deformities. 

4. Cleft lip/plate. 

As the classification of mandibular canine is concerned these arc classified as vertical/ horizontal / oblique. 
Occasionally beneath the apices of the central incsors. Unusual positon like lower border of mandible mental 
protuberance, apposite side crossing midline. 

Indications for extraction depend on:- 

i. Pressure causing change in the positon of the adjacent teeth, 
ii Cyst formation. 

iii. In case of cndutulous arch, pain during denture wearing. 

iv. Pain radiated to other areas. 

v. May start erupting in an unusual poistion. 

As the surgical management of the impacted mandibular canines in a young patient is concerned there be a combined 
effort of the surgeon and orthodontist so that a chance may be provided to it for eruption at the normal position. 

B. Ahmad MDS 
Associate Professor 
Javed Ahmed B.D.S., 

Resident 

Govt. Medical College 
Srinagar, Kashmir (India) 
JK-Practitioner 2002; 10(1): 45-46 
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NON-ANEMIC IRON DEFICIENCY - DIAGNOSTIC PERSPECTIVE: 


Alec in Jan M.D.; M.S. Mir M.D.; Mubarik M.D.; MuzafarM.D.; Kaisar Ahmed M.D.; AS. Sethi M.D.; MI. Qmidri M.P. 

Anemia is known to mankind from times immemorial percent transferrin saturation and bone marrow smear 

Mummy of an Egyptian queen in Cairo museum who died examination for iron staining. All these parameters have 

of anemia to the story of Iphyclus in Greek mythology, of limitations in children. MCV is variable with age. 
sure of impotence, by drinking iron rust, dissolved in wine microcytosis is an intrinsic feature of crythropoicsis 


Anemia is known to mankind from times immemorial 
Mummy of an Egyptian queen in Cairo museum who died 
of anemia to the story of Iphyclus in Greek mythology, of 
cure of impotence, by drinking iron rust, dissolved in wine 
are pointers towards that use of Loha Bhasam for treatment 
of anemias has been known to Ayurveda for thousands of 
years. The Unani and Chinese system of medicine do 
possess references about anemia 1 . 

Nutritional anemia is an important problem affecting 
large population groups. Basically the deficiency states of 
hcmopietic nutrients such as iron, B 12 , folic aid and protein 
all lead to anemia. Anemia itself contstitutes about 65% of 
hematological disorders seeking hospital admission. 

WHO expert group in 1970 found that in Asia 
approximately 10 % of men, more than 20 % of women, 
40% of those in pregnancy, more than 50% children of all 
ages and 92% of children below the age of 2 years suffer 
from iron lack anemia. WHO technical series criteria for 
diagnosis of anemia being Hb < 10.5 gm/dl, PBF 
hypochromia and MCHC _ 31% 2 . 

However, iron deficiency without anemia is an entity 
or symptom complex deserving mention and attention. This 
symptom complex can cause fatigue, affect attention span, 
alertness and learning. Anorexia, depression, palpitations 
and vertigo in non-anemic subjects are some other 
accompaniments-'' 5 . 

Walderistrom (1938) reported that dysphagia a 
concomitant of iron lack anemia could occur without 
anemia and was equally susceptible to iron therapy. This 
condition of iron deficiency without anemia was labelled 
as sideropenia .6 

Heinrich (1968) described iron deficiency without 
anemia as most common deficiency in man. He described 
it to manifest in two stages “Preiatent” and “Latent” iron 
deficiency. Perelatent iron deficiency is charactrised by 
depleted iron stores, increased iron absorption, with normal 
serum iron and iron binding capacity. Latent iron deficiency 
was described as more advanced stage of iron depletion 
with low serum iron levels. Increased total iron binding 
capacity but without anemia . 7 

Even as now iron deficiency, both overt and covert, is 
being diagnosed in laboratory by estimating hemoglobin 
concentration, PBF, MCV, serum iron, iron binding capacity, 


Technique used for estimation of scrum iron and iron 
binding capacity have their limitations and further require 
volume of blood, usually difficult to obtain in pediatric age 
group. Transferrin saturation percent, though relatively 
reliable, yet large biological variation in serum iron can result 
in false positive and negative diagnosis . 5 ' 5 

Free erythrocyte protoporphyrin (FEP) estimation is 
useful for early detection of iron deficiency. It also 
distinguishes lhallasscmia from iron deficiency but FEP 
does vary due to developmental changes in R.B.C. s and is 
alo evevated in inflammatory' diseases and on exposure to 
lead . 4 

Absence of iron on bone marrow examination can be 
used as a criterion for iron deficiency without anemia, 
because it is a direct measure of storage content Stainablc 
bone marrow is graded as 0-6. K 


0 

No visible particles 

0.1 

(oil immersion) 

1 

Iron particles visible 

0.1 


II 

Sparsely disturbed particles 

HP 

(High power) 

III 

Numerous small iron particles 

HP - L P 


IV 

Large particle aggregation 

L.P. 

(Low power) 

V 

Large clumps 

L P 

(Naked eye) 

Vi 

Very large deposits intra and 




Extra-ceullular (Naked eye) 

Though bone marrow examination is nothing more than 
an intraosseous infection, yet it has attendent reservations 
and therefore cannot be employed for mass screcining 
purposes to pick up iron deficiency without anemia. 

An immunoradiometric method for determining serum 
ferritin is a relatively recent method for diagnosing latent 
iron deficiency and iron lack anemia. Scrum ferritin is a 
high molecular weight compound, consisting of protein 
shell and hydrated ferric phosphate. Iron continues about 
20 % of compound, ferritin being a storage protein is found 
mainly in RE cells, liver cells and evolving red cell is coupled 
to the tube in excess contrary to RIA. using coated tubes 
After reaction with antigen and washing! 25, labelled 
antibody is added to the reaction vessel and incubated 
second time. Antigen to be determined is then bound 


• — - - -— ..- mvn UVUIIU 
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fromboth sides by two antibody molecules in a type of 
sandwich. The excess tracer is aspirated off and remaining 
radioactivity in the tube is measured. The method allows a 
simple separation of bound and free radioactivity. An 
advantage of this method over classic RJA is that directly 
after the first incubation scrum and other possible 
interfering substances present are removed from reaction 
mixture. 9 

In order to establish the utility of serum ferritin assay 
in non-anemic children, a study was conducted at Children 
Hospital Srinagar in which eighty children, apparently 
healthy and non-anemic were chosen from pediatric follow 
up clinics. None had suffered from any serious medical or 
surgical illness and it was ensured that iron oral or parenteral 
was not consumed by them during preceeding three 
months. Another group comprised of twenty anemic 
children and anemia being of nutritional origin. A detailed 
history and clinical examination with emphasis on dietary 
history and anthropometry was carried out. Complete 
Heamogram, serum iron and iron binding capacity was 
also done. 

It was found that mean serum ferritin levels were 31.4 
ngms/ml in non-anemic children was found to be diagnostic 
of latent iron deficiency. Incidence of latent iron deficiency 


in non-anemic children was 26.8% Besides, the sequential 
hematological response it was observed that clinical 
improvement in symptom complex still is the best and 
cheapest diagnostic tool to diagnose and monitor response 
to iron replacement therapy 1 (Unpublished data) 
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fine needle aspiration 

LYMPHOMAS - A STUDY OF 77 


CYTOLOGY OF EXTRANODAL 


A.R. Khan M.D .: Sccma Ali Bhat M.B.&S.--- nn2) revea / e j 77 cascs of 

ABSTRACT: A retrospective review ofFNAC over 11'/: y earp ^ tissue (24 cases), salivary glands (4 
extranodal lymphomas. These lymphomas were from various . and bone (6 case). Nine cases were seen 

cases), ora, cavity (3 cases), thyroid (14 cases), testts (2 J of30 and above with a 

he T "' e >nJ a , ond lh yro, d 

d case) marginal zone lymphoma (l case), large cell lymphoma (55 cases). Burk,Its lymphoma (2 cases) sarcoma 
NOS (3 cases) and seminoma (l case). Histopathology comparison was available ,n 49 cases including 6' cases J 
lymphoblastic lymphoma. 3 cases of small lymphocytic lymphoma. 1 case of plasmacytoma. 45 cases of ^cell 
lymphoma 3 cases of sarcoma NOS and the case of seminoma testis. Cyto-h,stopatholog,c comparison w as exc elk 
10 cases including 6 cases of lymphoblastic lymphoma. 3 cases of small lymphocytic lymphoma and one case of 
plasmacytoma with 100% sensitivity and specificity. Out of 45 case of large cell lymphoma. h ^ohf^howed huge c e 
lymphoma in 43 cases, follicular and diffuse large cell in one case and marginal zone (MALI) lymphoma with 
'transformation to large cell in one case. The 3 cases of sarcoma NOS on histopathology proved to be targe cell lymphoma 
with sclerosis in 2 cases and non-c/eaved cell lymphoma in one case. The case of seminoma testis also proved to he 
large cell lymphoma on histology’. Thus, within the large cell lymphoma group otalhng 41. in overall there were 4 

misdiagnoses, giving an overall sensitivity of 93.5% and specificity of 100%. 

The extra-nodal lymphomas in children are high grade, which are unlikely to be missed on FNA and deep - sealed 
lymphomascan be managed without open biopsy. In adults, spectrum of extra-nodal lymphomas is more varied and the 
large cell lymphoma constituted the largest category. In conclusion. FNA C diagnosis of extranodal lymphomas in 
experienced hands can be rapid, reliable and cheap diagnostic modality without ancillary studies in majority of the 

cases. 


Key words: Fine needle aspiration, Non Hodgkin Lymphoma (NHL) 
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INTRODUCTION 

Lymph node aspiration was conducted by Greig and 
Gray ' 0 in 1904 in the USA. After 1950’s it gained popularity 
in European countries. The publications from 
Radumhemmet of the Karolinska Hospital in Stockholm, 
S\veden (2,3) caught attention of pathologists world over. 
After late 1980s the role of FNAC has been well 
documented for the diagnosis of nodal lymphomas in 
several publications^ 

Extranodal lymphomas account for 26% to 40% of 
lymphomas ." 01 n Compared to nodal, the literature on the 


FNAC of extranodal lymphomas is limited" 2 ' 19) . 

Authors review their experience on FNAC diagnosis 
of extra-nodal lymphomas over last 11 1/2 years (January 
1991 to July 2002). 

MATERIAL AND METHODS 

Eleven year period (January 1991 to December 2001) 
review on FNAC revealed 345 nodal (255 NHL and 90 
HL) and 68 cascs of extra-nodal non-Hodgkin s 
lymphomas. Added to the 68 cascs arc another 9 extra- 
nodal lymphomas encountered in 2002 (January to 
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FSg.1: FNA - Plasmacytoma - Cheek (Case No 7) - shows mature 
and immature plasma cells. MGG x 400. 


Fig.2: FNA - Small Lymphocytic lymphoma - Tarsal plate B/L (Case 
No.8) - shows diffuse sheets of small lymphocytes. MGG x 400 



Fig 3 : FNA - NHL - 
predominantly larg 


Large cell - Chest wall (Case No.20) - shows 
e cells and small Lymphoid cells MGGx40C. 


hig 5 . FNA - NHL - Large cell - Palate (i 
predominantly large lymphoid cells with 

bodies MGG x 400 


~ase no. - shows 
many lymphoglandualr 


ny O. rNM - nml Large cell - Tonsil (Case No. 31) - shows dispersed 
large non-deaved cells and many lymphoglandular bodies MGG x 400. 



F,g 7 FNA - NHL low grade MZL (MALToma) - Thyroid (Case No. 35) - 
shows a follicle and dispersed medium sized lymphoid cells MGG x 

400 


shows 
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Fig.8: FNA - NHL largo coll- Thyroid (Cas^No. _ 

large lymphc.d colls somo with lobated nuclei and many 
lymphoglandular bodies MGG x 400. 
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Fig 9 FNA - Lymphocytic thyroiditis (Cose No. 50) with NHL 
large cell ) - smears show pleomorphic lymphoid infiltrate 
similar to reactive lymphnode MGG x 400. 


•ig 12: FNA - NHL high grade Burkitt s - small intestine (Cos* 
No 58) - shows sheets of dispersed medium sized lymphoid 
cells and interspersed tmgible body macrophages MGG*400 


Fig. 11: FNA - NHL large cell - Breast (Case No 23) - shows 
large lymphoid cells dispersed and small loose clusters of 3-4 

cells. MGG x 400 


Fig. 13: FNA - NHL large cell 


Caecum (Case No. 63) - shows 
large non-deared cells with some small lymphoid cells - 

MGGX400. 


FNA 


shows 

large lymphoid cells despersed with some small lymphoid 

cells, MGG x 400 


NHL lymphoblastic 


-— — ~ ~’ j i » i. - shows 

medium sized unform lymphoblasts, discrete and in small 

_ groups. MGG x 400. 
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July'2002), to make a total of 77 eases for the analysis. 

The material and methods have been discussed in Part- 
I & II of this scries. FNAC was conducted directly from 
the palpable lumps whereas non-palpablc lesions were 
aspirated under imaging techniques like ultrasound and CT 
scan. Most of the patients were aspirated by one of the 
authors from the private clinic (ARK) and a small 
percentage were reported by the same author in the 
Pathology Department of Government Medical College, 
Srinagar. 

The cytologic criteria applied for the diagnosis of 
lymphoma have been discussed in the part-I of this series 
of articles. ,22> The histopalhology was available in most of 
the cases Working Formulation' 2 -' 1 modified was applied 
both in FNAC and histopalhology to accommodate some 
entities like Maltomas Mantle cell lymphomas and 
lymphoc\1c/histiocyte-rich B-ccll lymphomas. However, 
the mixed cell category was lumped until large cell category. 

RESULTS 

A total of 77 extra nodal non-Hodgkin's lymphomas 
analyzed have been categorized into various groups viz. 
soft tissues, salivary glands, oral cavity, thyroid, breast, 
mediastinum and lung, gonads and bone (Table). 

Soft tissue : 

A total of 24 lymphomas were recorded from various 
sites like temporal region, scalp, check, tarsal plate, 
periorbit. maxilla, chin, chest wall and thigh. Four eases 
were seen below the age of 14 and the remaining 20 eases 
showed wide age-range between 20 and 80 years. There 
were 18 males and 6 females. The cytologic diagnosis 
was small lymphocytic lymphoma (3 cases. Fig. 1), 
plasmacytoma (1 ease. Fig. 2), large-cell lymphoma (14 
eases, Fig. 3), LBL (4 eases) and sarcoma - NOS (2 eases). 
The histopalhology was available in all but one ease (ease 
24), who could not be followed subsequently. The 
histopalhology confirmed cytologic findings. However, 2 
eases (ease 19 and 22. table) reported as sarcoma NOS 
on FNAC proved to be sclerosing large cell lymphoma 
and small non-clcavcd cell lymphoma respectively. The 
plasmac>1oma check (case 7) was a solitary lesion, without 
any evidence of multiple myeloma, para-protcincmia or 
underlying bone involvement. 

Salivary Glands : 

There were 4 eases, 3 from the parotid and 1 from 
submandibular salivary gland. From the parotid two male 
patients of 10 and 16 years were diagnosed as LBL. One 
of these later proved to have leukemia (LBL). Two other 
eases diagnosed as large cell lymphoma on FNAC proved 
to be large cell lymphoma and marginal zone (MALT) 
lymphoma in transformation to large cell lymphoma on 


histopathology (Fig. 4). 

Oral Cavitv : 

There were 3 eases in this group, one from the palate 
in a 35 year old female and 2 from tonsils in 25 and 60 
year old males. The cytologic diagnosis of large cell 
lymphoma (Fig. 5,6) in all these eases was confinned by 
histopathology. 

Thyroid Gland : 

A total of 14 eases were recorded in this group with a 
wide age range of 19-80 years. There were 10 females 
and 4 males. Eight cases had involvement of both the lobes, 
four cases had right lobe involvement and 1 ease each 
involved left lobe and isthmus. The cytological diagnosis 
was lymphoplasmacytoma (1 ease), suggestive of MZL 
(1 case. Fig. 7) and large cell lymphoma (12 cases). One 
case (Case 50) showed large cell lymphoma and 
lymphocytic thyroiditis from two different sites on FNA 
(Figs. 8 & 9). Surgical histopathology was available only 
in one case (Case 41) which confinned the diagnosis of 
large cell lymphoma. Subsequent investigation showed 
these as Stage I/II lymphomas at Sher-i-Kashmir Institute 
of Medical Sciences, Soura, Srinagar (SKIMS). 

Breast : 

There were seven eases in this group with a wide age 
range of 25-60 years with most cases in third and fourth 
decade. There were 6 females and 1 male. The cytologic 
diagnosis was small cell lymphoma (1 ease. Fig. 10), large 
cell lymphoma (5 eases, Fig. 11) and sarcoma NOS (1 
ease). The histopathology was available in all but one case 
(Case 52) which could not be traced. The histopathology 
showed marginal zone lymphoma (1 case), follicular and 
difTuse lymphoma (1 case) and large cell lymphoma (4 
ease, Figs. 10-11). In the large cell category there was 
one case of large cell lymphoma with lot of sclerosis, 
yielding scanty material on FNA, explaining mis-diagnosis. 
One ease (Case 46) was a stagc-I disease, who after 10 
year follow-up is doing well. The remaining 5 cases had 
stage-11 and III disease at the lime of presentation. Case 
48 was in last trimester of pregnancy. She subsequently 
died of uncontrolled disseminated lymphoma two years 
after diagnosis. Case 50, a 45 year female, was a known 
ease of NHL-colon treated one year earlier in 1999. She 
presented with NHL breast in the year 2000 and three 
months later with NHL left-thigh. 

Mediastinum and lunn : 

There were two eases in this group, one each from 
mediastinum and lung, both aspirated under CT-guidance 
by the Radiologist. Anterior mediastinum lesion was a 
typical T-cell lymphoblastic lymphoma with pleural 
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effusion in a 19-year male. The trucut biopsy confirmed 
this as lymphoblastic lymphoma. The second case was a 
45 year male with cytologic diagnosis of large cell 
lymphoma. No open biopsy was available in this case. He 
was treated at PGI Chandigrah in the year 2001 with a 
good response but relapsed with lymphoma abdominal 
nodes in the year 2002. 

Gastrointestinal Tract : 

There were 14 cases in this group 12 from large 
intestine and 2 from small intestine. No case was aspirated 
from stomach normally the commonest site. Of the 
gastrointestinal lymphomas there were 2 cases below 14 
years in males with the cytologic diagnosis of high-grade 
lymphoma (Burkitt’s lymphoma) (Fig. 12). The remaining 
12 cases showed a wide age range of 16 to 80 years 
including 10 males and 2 females with two cases from 
caecum and ten cases from colon. The cytologic diagnosis 
was large cell lymphoma in all the 12 cases (Fig. 13). 
Histopathology was available in 13 cases (Table). All the 
cases with the exception of three cases (Case 5, 64 and 
66 ) were localized lesions at the time of presentation. 

Gonads : 

There were 2 cases from testis in 45 and 70 year old 
males both with unilateral involvement. The cytologic 
diagnosis was large cell lymphoma in one and seminoma 
in the other (table). On orchidectomy, histopathology of 
both the cases proved to be large cell lymphomas (Fig. 

14). 

There was one case of a 13 year old female with ovarian 
mass aspirated under USG, diagnosed as lymphoblastic 
lymphoma (Fig. 15). The laprotomy revealed disseminated 
lymphoma abdomen (Figs. 15 & 13). 

Bone : 

There were 6 cases of NHL bone with a wide age 
range of 30-70 years including 4 males and 2 females. 
The cytologic diagnosis of lymphoma was offered in 5 
cases (Fig. 16) and suspicion of lymphoma was raised in 
one case (Case 72). However, the histopathology available 
confirmed the diagnosis of large cell lymphoma in all. Only 
2 cases (Case 72 and 73) were localized diseases at the 
time of presentation. All the lesions had local pain and 
lytic lesions. Two cases (case 74 and 76) had soft tissue 
involvement as well. 

DISCUSSION 

Extra-nodal lymphomas vary in frequency from 26% 10 
to over 40%' 1 in different geographic locations. In the 
USA, the most frequent sites in decreasing order in 
histopathologic study were stomach, skin, oral cavity and 
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pharynx, small-intestinc, CNS, colon and rectum/' 0 ’ With 
the concept of MALT lymphomas and re-classification or 
pscudolymphomas and AIDS and iatrogenic 
immunosupression, these figures are expected to increase 
The males generally predominate over females except in 

breast and thyroid. 10 

Seventy-seven extra-nodal lymphomas encountered in 
this study on FNAC, included from various sites like soft 
tissue (24 cases), salivary-, glands(4), oral cavily(3), 
thyroid( 14), testes(2), ovary( 1) and bonc(6).The cytologic 
criteria applied for the cyto-diagnosis were similar to those 
for nodal lymphomas. 22 The open biopsy was available 
for most of the cases to evaluate the FNAC results. 

Working Formulation 2 'for classification of lymphomas 
was applied on both FNAC and histopathology with slight 
modification to accommodate entities like marginal zone, 
mantle cell and lymphocyc/histocytc-rich B cell lymphoma. 

Publications on FNAC of extra-nodal lymphomas arc 
comparatively few. 02 ' 19 ’ One of the recent report is that of 
Stewart et al“ 6) based on 25 extra-nodal lymphomas 
including skin and soft tissue (10 cases), thyroid (5 cases), 
salivary gland (5 cases), breast (4 cases) neck and phan. nx 
(1 case each). They used ancillary studies like 
immunocyto-chemistry, ISH for light-chain mRNA and 
PCR for Ig heavy-chains to support and augment 
morphologic diagnosis. There was one false positive 
diagnosis in their study. 

In the present study of 77 cases, 9 cases were seen 
below the age of 14 and those above 14 showed a wide 
age range between 16 and 90 years. However, majority of 
these (57/68) were seen in the age group 30 and above. 
There was an overall male predominance. However, in 
breast and thyroid there was female predominance and 
these together constituted more than half of the cases (16/ 
29) in females. 

On FNAC, the extra-nodal lymphomas were subtyped 
according to Working Formulation modified (V.S), Thus 
the analysis showed lymphoblastic lymphoma (8 cases), 
small lymphocytic lymphoma (3 cases), 
lymphoplasmacvtoma (1 case), plasmacytoma (1 case), 
small cell lymphoma (1 case), marginal /one lymphoma 
(1 case), large cell lymphoma (55 cases). Burkitt s 
lymphoma (2 cases), sarcoma NOS (3 cases) and 
seminoma (1 cases). Histopathologic comparison was 
available in 59 cases including 6 cases of lymphoblastic 
lymphoma, 3 cases of small lymphocytic lymphoma, one 
case of plasmacytoma, 45 cases of large cell lymphoma. 
3 cases of sarcoma NOS and the case of seminoma testis. 
Cvtopathologic comparison was 100% accurate in 10 cases 
of lymphoblastic lymphoma, small lymphatic lymphoma 
and one case of plasmacytoma. Out of 45 cases of large 
cell lymphoma 43 proved to be large call lymphoma. 1 
case follicular and diffuse large cell (Case 47) and 1 case 
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TABLE: FINE NEEDLE ASPIRATION CYTOLOGY (FNAC) OF EXTRA-NODAL LYMPHOMAS (77 cases) 


S.No. Year _ Age/Sex 


1 

1998 

52/M 

2 

1999 

8/M 

3 

1994 

10/F 

4 

1996 

40/F 

5 

2001 

26/M 

6 

1995 

60/F 

7 

2000 

60/M 

8 

1996 

50/M 

9 

1996 

45/M 

10 

2002 

70/M 

11 

1996 

5/M 

12 

1998 

42/M 

13 

2000 

90/F 

14 

2000 

3/M 

15 

2001 

70/M 

16 

2002 

65/M 

17 

1992 

47/M 

18 

1992 

45/M 

19 

1994 

50/M 

20 

2000 

20/M 

21 

1995 

58/F 

22 

1996 

30/F 

23 

2001 

50/M 

24 

2001 

88/M 

25 

2000 

10/M 

26 

2000 

60/M 

27 

2001 

16/M 

28 

2002 

35/F 

29 

1997 

35/F 

30 

2001 

60/M 

31 

2002 

25/M 


32 

33 

34 

35 

36 

37 

38 

39 

40 

41 

42 

43 

44 

45 


1995 

1995 

1995 

1996 

1997 
1997 

1997 

1998 

1999 

2000 
2000 
2001 
2001 
2002 


40/F 

40/F 

50/F 

35/F 

50/F 

50/F 

50/M 

58/M 

60/M 

23/F 

50/F 

80/F 

19/M 

19/F 


SOFT TISSUE LYMPHOMAS (24) 
_ i. Temporal Region _ 


Site 

FNAC Dx. 

HistopatholoqvDx. 

B/L 

SLL 

SLL 


LBL (High grade) 

LBL 

ii. Scalp 


LBL (High grade) 

LBL 

Multiple nodules 


LCL 

Multiple nodules 

LCL 

LCL 

iii. Cheek 


LCL 

LCL 


Plasmacytoma 

Plasmacytoma 

iv. Tarsal plate 

B/L 

SLL 

SLL 

v. Periorbital region 


LCL 

LCL 


SLL 

SLL 

vi. Maxilla 


LBL 

LBL 

(+ palate) 

LCL 

LCL 


LCL 

LCL 


LBL 

LBL 


LCL 

LCL 

vii. Chin 


LCL 

LCL 

viii. Chest wall 

Posterior aspect 

LCL 

LCL 

Anterior aspect. 

LCL 

LCL 

Anterior aspect 

Sarcoma NOS 

LCL 

Anterior aspect 

LCL 

LCL 

ix. Lower Extremity 

Thigh 

LCL 

LCL 

Thigh 

Sarcoma NOS 

High grade small NCL 

Thigh 

LCL 

LCL 

Thigh 

LCL 

? 

x. Salivary glands (4) 

(Parotid RC) 

LBL 

LBL - ALL 

(Parotid RC) 

LCL 

LCL 

(Parotid RC) 

LBL 

LBL 

(Sub-mandibular R) 

LCL 

MZL LBL 

xi. ORAL CAVITY (3) 

(Hard palate) 

LCL 

LCL 

(Tonsil - Rt) 

LCL 

LCL 

(Tonsil - Lt) 

LCL 

LCL 

xii. THYROID (14) 

Both lobes 

LCL 


Rt. Lobe 

LCL 


Both lobes 

LCL 


Both lobes 

Low grade ? MZL 


Isthmus 

LCL 


Both lobes 

LCL 


Lt. lobe 

LPL 


Rt. Lobe 

LCL 


Both lobe 

LCL 


Rt. Lobe 

LCL 

LCL 

Both lobes 

LCL+lymphocytic thyroiditis 


Both lobes 

LCL 


Both lobes 

LCL 


Rt. Lobe 

LCL 
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xiii. BREAST (7) 


46 

1991 

30/F 

47 

1994 

33/F 

48 

1996 

25/F (pregnant) 

49 

1996 

30/F 

50 

1999 

45/F 

51 

2000 

60/F 

52 

2002 

35/F 

53 

2001 

19/M 

54 

2001 

45/M 

55 

1995 

80/M 

56 

1995 

65/M 

57 

1996 

60/M 

58 

1998 

5/M 

59 

2000 

16/F 

60 

2000 

40/F 

61 

2000 

65/M 

62 

2001 

80/M 

63 

2001 

40/M 

64 

2001 

12/M 

65 

2001 

48/M 

66 

2001 

45/M 

67 

2001 

70/M 

68 

2001 

28/M 

69 

1994 

70/M 

70 

1994 

45/M 

71 

2002 

13/F 

72 

1991 

30/F 

73 

1995 

70/M 

74 

1996 

40/F 

75 

2001 

65/M 

76 

2002 

45/M 

77 

2002 

70/M 


Low grade small lymphoma MZL 
Large cell lymphoma Follicular & Diffuse LCL 


LCL 

LCL 

LCL 

Sarcoma (NOS) 
LCL 

xiv. MEDIASTINUM & LUNGS (2) 

Anterior Mediastinum + LBL 
Pleural effusion 


LCL 

LCL 

LCL 

LCL (Sclerosing) 


LBL 


GIT (14) 


Lung 

R. Colon 
R. Colon 
L. Colon 
Ileum 
R. Colon 
T. Colon 
L. Colon 
L. Colon 
Caecum 
Ileum 
R. Colon 
L. Colon 
L. Colon 
Caecum 

GONADS (3) 

Lt. Testis 
Rt. Testis 
Ovary 

BONE (6) 

Femur 

Radius (upper end) 
Rib & Soft tissue 
Ischium 

Rib & Soft tissue 
Iliac Bone 


LCL 

LCL 

LCL 

LCL 

High grade NHL 

LCL 

LCL 

LCL 

LCL 

LCL 


LCL 

LCL 

LCL 


LCL 

LCL 

LCL 


High grade (Burkitfs) lymphoma 


LCL 

LCL 

LCL 

LCL 

LCL 

Seminoma 

LBL 

? Large cell 

LCL 

LCL 

LCL 

LCL 

LCL 


LCL 

LCL 

LCL 

LCL 

LCL 

LCL 

LBL 

LCL 

LCL 

LCL 

LCL 

LCL 

LCL 


Key words : SLL= Small lymphocytic lymphoma: LBL= Lymphoblastic lymphoma; 

LCL= large cell lymphoma: NOS = Not otherwise specified; 

_ MZL = Marginal zone lymphoma 


marginal zone (MALT) lymphoma with large cell 
transformation. Three cases of sarcoma NOS on 
histopathlogy proved to be large cell lymphoma with 
sclerosis from chest (Case 19) and breast (Case 51) and 
small non-cleaved cell lymphoma (Case 22). Case of 
seminoma testis (Case 70) also proved to be large cell 
lymphoma. Thus, there were 4 false negative cases in a 
total of 59 cases for which histopathology was available. 

Lymphoblastic lymphoma smears- were highly cellular 
composed of monotonous medium size blast cells with 
high nuclear cytoplasmic ratio, scanty basophilic 
cytoplasm, fine chromatin, indistinct nucleoli and 
occasional mitotic figures. Lymphoglandular bodies were 
present. Burkitt s lymphoma smears were also cellular with 
medium sized cells, more abundant basophilic cytoplasm 
with vacuolations and relatively more distinct nucleoli. 
There were many mitotic figures and tingible body 


macrophages (Fig. 12). Small lymphocytic lymphoma (Fig 
2 ) were highly cellular smears of monotonous small 
lymphoid cells with high nuclear-cytoplasmic ratio, clumpy 
chromatin and very scanty cytoplasm. Lymphoplasmacytic 
lymphoma smears showed a mixture of dispersed cells 
composed of lymphocytes, lymphoplasmacytoid and 
plasma cells. Plasmacytoma (Fig. 1) showed mixture of 
mature and inunature plasma cells. Large cell lymphoma 
showed fairly cellular smears with large lymphoid cells as 
the main cell component (Figs. 1.4.6.8.11 & 16). However, 
sclerosing large cell lymphoma was a problem due to scant> 
material comprising of dispersed large cells with no clue 
to lymphoid origin. 

In summary, therefore, diagnosis of extra-nodal 
lymphomas in FNAC smears depends on the type of 
lymphoma. High grade blast and large cell lymphomas are 
easy to interpret most of the times. Poor yield due u- 
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sclerosis may account for mis-diagnosis. However, 
immunocyto-chemistry can help in these cases. Small 
lymphocytic lymphomas and lymphoplasma cytomas are 
not difficult to interpret but need caution to rule out reactive 
lymphoid population. Confirmation of the monoclonality 
can secure the diagnosis. Plasmacytoma - extra-skeletal 
is made up of mature and immature plasma cells without 
any inter-mixture of neutrophils, eosinophils and histoevtes. 
Marginal zone or MALT lymphoma are not easy to interpret 
with confidence on morphology alone. Even suspicion of 
lymphoma in these cases can be supplemented by ancillary 
studies or excision biopsy. 
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DISEASE UPDATE 

BRONCHIAL ASTHMA 


Vijay Gupta M. D., D M. M.N.A.M.S.; Pawan Suri M.B.B.S. ------- 

Definition . , , 

: Bronchial Asthma is a chronic inflammatory disease of airways characterised by 

: recurrent wheezing; Cough (Worse at night), recurrent shortness of breath and chest 

' tightness. Diagnosis is suggested by reversible airways obstruction on Spirometry 

• performed before and after the administration of a short acting bronchodilator. Airway 

• obstruction is indicated by a decreased forced expiratory volume in one second (FEV ( ) 

; and a decreased ratio of FEV, to forced vital capactv (FVC) relative to predicted values 

; while reversibility is indicated by an increase in FEV! by 12-15% after short acting 

’ bronchodlator therapy in form of inhalation. In patients with asthma symptoms and 
I normal Spirometry, an assessment of the diurnal variation in peak expiratory flow (PEF) 

of more than 20 percent helps in cstablshing the diagnosis. 

• 

• Prevalence 

• Worldwide 100 to 150 million people, roughly equivalent of the population of Russian 

• federation, suffer from Bronchial Asthma and the deaths have reached 1.80.000 annually 

• India has an estimated 15 to 20 million asthmatics. In India, rough estimates indicate a 

• prevalence of between 10 to 15 percent in 5-11 years old children. 
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Pathophysiology 

Hallmark of Bronhial asthma is airway inflammatory’. Genetics and an environmental 
insult both play a role. It has been seen that an incidence of asthma is six times more in 
the newborn whose both patents are asthmatic as compared to the normal parents. 
Envronmcnt factor like weather changes, exposure to allergens as pollen, dust, animal 
dander, smoke, cold, exercise and isocyanates etc. initate the inflaimmaitory process. 
At the cellular level events begin when macrophages present antigen to T-iymphocytcs 
that elaborate type 2T-helper (TH 2 ) cytokines such as interleukins 4 ' and 13. L-4 and 13 
regulate the IgE synthesis which crosslink with mast cells and cause their disintegration 
resulting in release of mediators like histamine. leukotrienes. prostaglandins and 
inflammatory cytokines likeTNF-a. In addition, these interleukines increase the adhesion 
molecular receptors on vessel walls as well. IL-5 mediates eosinophil recruitment and 
B-chemokines which arc considered pivotal cellular mediators of asthma. Increased 
vascular cell adhesion molecules and intercellular adhesion molecules -1 and 2 along 
with themediators released from eosinophils result in remodelling which s characterised 
by epithelial cell denudation, deposition of such matrix proteins as laminin, tenascin. 
fibrin, Fibronectin and type IV and V collagen and hy perplasia of smooth muscles and 
goblet cells. At the intracellular level, NF-Kappa B and ieukotrcncs play a piv otal role in 
airway inflammatory' and are therapeutic points of attack. NF-Kappa B is a DN A binding 
protein that functions as a transcription factor and controls the ‘readout' of genes w hile 
leukotrienes are the products of arachidonic acd metabolism and include LT-A4 to LT- 
E4- LT-D4 is the most potent and LT-E4 has the longest activity. 


Classification 

An expert panel for the National Asthma Education and Prevention Programme 
(NAEPP) recently issued new guide-lines for asthma Based on these guidelines asthma 
is classified as: 
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IVfild intermittent 
Asthma. 


thrice a 


♦ Symptoms 
week or I 

♦ No symptoms and PEF 
normal in betw 

♦Bri 


NIG 


♦ Symptoms occur 
«o more than 
twice a month. 


lung 

FUNCTION 



Mild 

Astluna 


Persistent 



^ 80% 

PEF variability 
20 ' 


may affect 


Activity 


STEP 3 
Moderate P 
Asthma 


istent 


Severer 

Asthma 


Persistent 


♦Daily symptoms. 

♦ Daily use of inhaled B2 
agonists. 

• Exacerbation affect 

Activity 


♦Continual symptoms 
♦ Limited physical activity 


exacerbation 


♦ Symptoms occur FEV1 --- 

___ . F VC > SO% 

than twice a ^ 

PEF 'variability 

20-30% 


month. 


♦ Sympto 


occur FEV 1 _ ' *- 

• p V/X >60-80% 

more titan once a p v ^- 

week PEF variability 

3 0% 


♦ Frequent 
symptoms 


E EV| 

FVC 


^o% 


p EF variability 
^ 30% 


Management 

Asthma is not a curable disease and the best management 
lies in its prevention. The patients should be educated 
properly regarding the course of disease; prevention of 
various prcciptating factors in the form of environmental 
control and also the management of complicating factors 
like sinusitis, gastro esophageal reflux etc. As for the drug 
therapy is concerned, current options of medical 
management can be divided into 

I) Quick relief medications / rescue medication. 

II) Long term control medications. 

1) Rescue Medication are used in acute state and have an 
early onset and short duration of action. These include: 

a) Short acting Bronchodilators: 

B2 agonists - Albuterol 

Pirbutcrol 

Anticholinergics - Ipratropium 

Combination - Albuterol and Ipratropium 

b) Systemic steroids 

II) Long term medications arc used in maintenance 
phase and have longer duration of action. These 
include: 

a) Long acting Bronchodilators 
B2 agonists - Salmcterol 

b) Anti Inflammatory Drugs 


J 


Flutioasone Plus Salmeterol. 
Non Steroidal anti inflammatory drugs appear to be more 
effective in inhibiting bronchospasm induced by exercise 
cold air and provocative testing. They are safe in children 
and pregnant woman. 

c) Leukotriene modifiers 
Leukotriene blockers - Montelukast 

- Zafirlukast. 

5-LPO inhbitors - ■ Zileuton. 

Zafirlukast is appropriate for children more than seven 
yeas of age while Montelukast is appropriate for children 
more than two yeas of age. These drugs must be taken in 
empty stomach and watch for interaction with other drugs 
is required. 

d) Phosphodiesterase inhibtors 

Theophylline, Aminophylline and other Theopyllinesalts. 
In addition to the inhibition of phosphodiesterase, 
blockade of adenosine receptor as well as anti 
inflammatory role has also been documented. 

NAEPP emphasises upon an aggressive ‘step care’ 
approach therapy i.e. therapy is instituted at a step higher 
than the patients current level of asthma severity with 
the gradual ‘step down’ once control is achieved. 
Step Care Approach 


Non Steroidal 
Steroidal 


Cromolyn sodium 
Ncdocromil 
Bcclamethasonc. 
Triamcinolone, Budesonidc, 
Flunsidc, Fluticasone and 


Step-1 

Mild intermittent asthma 
Step-2 

Mild persistent astluna 


No daily medication 


One daily medication 
(anti inflammatory drug) 
Low dose inhaled steroid 
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~~ /nedocromil 

- Children usually begin 
with the trial of 

nedocromil/cromolyn. 

- zafirlukast/ zileuton > 12 
years. 

(OR) 

Sustained release 
theophylline and plasma 
drug level should be 
between 5-15 ug/ml. 

Stcp-3 

Moderate persistent asthma - One daily medication 

- Medium dose inhaled 

steroids 

(OR) 

Two daily medication 
Low-medium dose 
inhaled steroids 
+ 

Long acting 

Bronchodilator. 

Stcp-4 

Severe Persistent Asthma - Daily medication 

High dose inhaled steroid 

+ 

Long acting 

Bronchodilator 
+ 

Oral steroid in dose of 2 
mg/kg/d ay 

with daily dose not 
exceeding 60mg. 

Novel Therapies 

Various agents being tested in early phase clinical trials 
are: 

1) Third generation B2 -agonists: 

An endogenous adrenaline is an R-isomer and all the 
synthetic selective B2-agonists are the mixture of R- 
isomer and S-isomer. R-isomer is a bronchodilator while 
S-isomer paradoxically cause bronchoconstriction. 
Therefore, a third generation B2-agonists in form of a 
pure R-isomer of Albuterol has been synthesised which 
causes bronchodilalion only without any paradoxical 
bronchoconstriction. 

2) IgE Antagonists: 

Rhu Mab-E25 is a humanised chimeric monoclonal 
antibody directed to high affinity receptor-binding 


domain of human IgE. With its use there occurs 
diminished early and late phase response to allergens 
diminished sputum eosinophilia, decreased airway hyper 
responsiveness and decreased levels of relevant receptor 
(Fc-Epsilon R) in mast cells. 

3) Cvtokine Antagonists: 

Co-administration of anti IL-4 and anti IL-5 inhibits an 
IgE production, decrease airway eosinophilia and also 
hvperresponsiveness. Administration of soluble IL-4 
receptor (SIL-4R) removes available IL-4 and has been 
tried in phase 2 clinical trials in humans. 

4) Adhesion molecule antagonist: 

Treatment with monoclonal antibody to ICAM-I 
decrease the infiltration and markedly attenuates the 
increase in airway responsiveness. Blockade of VCAM- 
I likewise leads to impaired movement of inflammatory 

cells. 

5) Transcription factor antagonists: 

NF-Kappa B is an intracellular molecule critical for 
expression of both cytokine and adhesion moldculcs 
that functions as a transcription factor controlling the 
'read out’ of genes. Potential blockers of this critical 
molecule include: 

♦ Cyclosporin A 

♦ FK- 506 

♦ Aspirin-Triptolide 

♦ Serine protease inhibitors and 

♦ 4-trifluoro methy 1 derivative of salicylate 

6) Oligonucleotide and Gene therapies: 

Vaccination with immuno-stimulatory DNA - sequence 
may be a way of modulating skewed TH2 response 
seen in atopic asthma. Since asthma is a polygenic 
disease, an ‘epigenetic therapy' rather than gene 
replacement seems to be more practical. In epigenetic 
therapy, various non-sense codons are incited in the 
m-RNA so that the protein synthesis is abnormal. 

7) Gravitational surgery of blood 
Plasmapharesis and hemosorption using absorbents like 
KAU, SKN gemofer etc. are the two procedures 
Plasmapharesis permits to achieve more rapid but less 
durable remission and should be done on three 
procedure basis only. Effects start at first post-operati\ e 
week and peaks at 7-14 days. 

8) Intermittent increasing normobnric isocnpnic 
hypoxia: 

Hypoxic training (Yoga) positively influences the specific 
and non-specific immunological status and appears to 
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be associated with a far better stimulation of 
lymphocytes and neutrophils. 

9) Neuropharmacological treatment: 

Antidepressant TIANEPTINE has been tried in bronchial 
asthma. It has been seen that levels of free serotonin in 
plasma are increased in symptomatic patients with 
asthma. Tianeptine is the only drug known to reduce 
the level of free serotonin in plasma and also enhance 
the uptake by platelets. 

10) Transdermal formulation 

Transdermal formulation of Tulobuterol using the so 
called ‘crystal Reservoir system’ has been tried. This 
is the first transdermal chrono-delivery system reported 
anywhere in the world. It is effective and safe in children 
as well. 

11) Radiotherapy 

It has been in use since 1930. But because of increased 
incidence of breast cancer, this mode of therapy did 
not gain appreciation. However, with the usage of low 
dosage technique in which only 250 R is applied, the 
incidence of breast cancer has decreased markedly. Half 
of the radiation is applied to one large anterior and half 
to one large posterior mediastinal field. 

12) Aerophytotherapy with olesan oil: 

It has been tried in chronic obstructive bronchitis and 
bronchial asthma. 

13) Saiboku-To: 

It is a herbal medicine and have an antiasthmatic effect 
through suppression of type IV allergic reaction. 
Flavonoids and lignans have been implicated in its 
antiasthmatic effect. 


14) Su-JOK therapy 

It is one of the methods of alternative medicine and has 
been found to be efficacious in bronchial asthma. 
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^TvaccinTnot yet in sight 


S.T. Hussain; M. Yousuf; Zcenat Yousuf _ 

A paper reviewing the status of HIV-1 vaccines was 
published in JK-Practitioncr n 1997'. At that time there 
were high hopes that a vaccine for AIDS would be 
developed in the near future although the paper mentioned 
a mathematical study by Nowak et al that was not so 
optimistic . 2 Today five years later a vaccine for AIDS is 
still nowhere in sight. David D Ho and Yaoxing Huang of 
Rockfcller University have in a recent seminal review paper 
underscored the reasons for the dismal progress in the 
field 5 . Ho and Huang have pointed out that before an 
effective vaccine can be devsied we must know about the 
speed of HIV-I growth in newly infected persons in whom 
viral titers rise exponentially even though they arc yet 
asymptomatic. However very few studies are available 
regarding the same. The speed of HIV-I spread in the initial 
phase of the infecton is measured by the reproductive ratio 
R Q whch is the mean number of cells that become infected 
de novo by a single infected cell. Mathematically : 45 - 6 

R^ = kkXJ cd 8 
Where 

k (infectivity constant) depends on the efficiency with 
which HIV-I infects a CD4 cell 
7 t (Burst size is the number of virions produced by one 
infected cell 

X is the CD4 T cell production rate 
c (Viron clearance rate constant) is the rate of viron 
clearance by the body, 
d is the normal T cell death rate 
8 is the death rate of productively infected T cells. 
Accurate estimations of R 0 are urgently needed as a 
vaccine can be only effective if it reduces R Q to a value < 1 
implying that the number of infected cells is decreasing 
with each successive generation. Ho and Huang have 
pointed out that CD4 cell production rate X and normal T 
cell death rate d will not be affected by vaccination and 
hence vaccines can only reduce R Q by either decreasing k/ 
c (humoral response) by producing antiibodies that 
neutralize HIV-I (decrease k) or opsonize HIV-I (increase 
c) or by decreasing %/8 by CD 8 mediated responses (cell 
mediated response) which either suppress viral replication 


(decrease n) or cause death of infected cells (increase 6). 
Combination of both strategics will obviously have a 
multiplicative effect because R a k/c x n/ 8 . Thus vaccines 
will be most effective only if they elicit both humoral and 

cell mediated responses. 

Lowering k/c by vaccine induced humoral anybodies 
is problematic because variable sequences of sugars on gp 
120 viral envelope glycoprotein shield the armoury of the 
virus with which it infects CD4 T cells (e g. receptor (CD4) 
and Coreceptor (CCR5) binding sites) from attack by 
humoral antibodies hence killed whole virus vaccines and 
recombinant envelope proteins have little chance of 
success . 789 More tantalizing is the finding that monoclonal 
antibodies directed against critical regions of the virus like 
CD4 contact site (monoclonal antibody b12) or domains 
near receptor and coreccptor binding sites (antibodiy 2 GI 2 ) 
can potently neutralize primary strains of HIV-I. Howc\er 
eliciting formation of such antibodies using cnvcloponc 
immunogens is not yet possible. Modfied gp 120 from 
which elements shielding functional domains have been 
removed elicit more vigorous neutralizing antibody 
formation in animals. Huang and Ho suggest that similar 
efforts to modify gp41 envelope protein should be made 
as these must form a 6 bundle coiled coil structure before 
viral and Tcell membrane fusion can occur 10 and antibodies 
which prevent the fiomiation of this coiled coil structure 
can prevent infection of T cells . 5 

The second approach of decreasing R () by lowering n / 
8 ratio by inducing cell mediated responses is now attracting 
more interest because of the growing awareness about the 
importance of cytotoxic Tcells in controlling HIV-1 infection 
Live attenuated Simian Immunodeficiency Virus can 
promote virus specific cytotoxic T cell response in 
monkeys but use of live attenuated HIV-1 vaccines in 
humans is dangerous and hence alternative strategics like 
DNA vaccines, and viral vectors like vaccina virus, 
canarypox virus, adenovirus, adenoassocialcd virus, 
alphavirus and vesicular stomatitis virus earning one or 
more HIV-I genes are attracting more attention A DNA 
vaccine and a recombinant adenovirus \accinc based on 
subtype A of HIV is undergoing phase 1 testing in England 
and Kenva. A DNA vaccine and a recombinant adenovirus 
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vaccine based on subtype B are undergoing human trials in 
U S. Several studies have shown that such vaccines can 
ameliorate disease progression and high levels of viremia 
in monkeys but do not prevent infection. Ho and Huang 
have stressed that because of high rate of mutation of HIV- 
1, vaccines should be directed against multiple viral antigens 
but most vaccines under development incorporate only one 

or two viral antigens which greatly reduces their chance 
of success. 

There is another important lacuna in our knowledge 
referred to by Ho and Huang. The life span of a productively 
infected T cell is two days. On the first day (eclipse phase) 
no viral progeny is made and the cell dies the next day 
producing viral progeny in large numbers. Very little is 
known about the timing of expression of early and late 
gene products in the infected cells. We are also ignorant of 
the precise timing of recognition and destruction of infected 
T cells by cytotoxic T cells, yet these determne n and 8 
and knowing them is essential to the success of an approach 
based on lowering R Q by reducing n/8. 

An additional hurdle in the development of an AIDS 
vaccine highlighted by Ho and Huang is that raised by the 
high mutation rate of the HIV-I genome. At present four 
subtypes or clades of HIV-1 namely A, B, C and D are 
known. Subtype B is dominant in U S. and Europe while 
A, C and D have spread throughout Africa and subtype C 
is the most prevalent worldwide accounting for half of the 
new HIV-I infections worldwide. Most candidate vaccines 
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are being developed by producers in U S. and Europe and 
are based on subtype B but it is unlikely that countries in 
Asia and Africa with high HIV-1 prevalence rate of a 
different subtype (A, C or D) will allow their clinical testing 
which must needs be done in an area with a high HIV-1 
prevalence rate. Ths must be taken into account in any 
program of HIV-1 vaccine design. 
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A NEW ORIGINAL 


S. Lazarides M.D.; Kfldali Siva R. K. Prasad A. Hussam M B, B.S., M.S., M. Ch. Orth, F1CS., G Zafiropoulous M.D 


Abstract: We devised a new original inon- 
operative technique of removing a surgically 
entangled drain by aseptic intralumenal 
introduction of Steinimiann pin/Kirschner wire 
and successfully used the method in vivo 
following bipolar hemiarthroplasty of hip. We 
also determined the "in vitro ” reproducibility 
of the technique and the optimal diameter of 
Kirschner wires and Stenmann pins relative to 
the most common drains anid vicryl sutures. 
The most suitable wires were the thickest 
corresponding to the lumenal diameter. The 
trocar-pointed wires proved more effective. 
Thcker sutures through the middle third of the 
lumen were most easily felt. We found this 
technique simple and effective and could save 
the patient from re-operation. 

Key words: Method, Drain, Entanglement, 
Kirschner, Wire, Stenmann. 
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Introduction 

Accidental suturing of the drain during closure of a surgical 
wound is not unusual and often results in re-operation. We 
successfully removed one such drain in a patient following 
bipolar hemiarthroplasty of hip, using a Steinmann pin to cut 
the offending suture through the lumen of the drain. We also 
tested our technique in vitor and achieved 100% success rate. 
No such technique for removal of surgical drains has been 
deserbed in literature. 

Case Report 

A sixty-eight year old man had bipolar hemiarthroplasty of 
right hp. A drain No. 14, on attempted removal 48 hours after 
surgery, was found accidentally sewn in soft tissues. Instead 
of subjecting the patient to re-operation, we decided to try our 
Steinmann pin technique in the ward under aseptic precautions. 
The drain and surrounding skin were prepared with Betadne 
surgical solution. The drain was cut near the skin with sterile 
scissors and its free end held with an artery forceps. Applying 
traction with the forceps, the drain was kept straight and taut 
to the point of holding stitch. A 2.5 mm trocar-pointed 
Steinmann pin was introduced through the lumen, holding stitch 
felt and cut (Figure-1) and drain removed easily. No hacmatoma. 
infection or muscle hernia resulted from the procedure. 


Table-1: Optimal Kirschner wires/Steinmann pins corresponding to the 

size of the drains. 



Diameter of K-wires / Steinmann pins 

Size of drains 

Introducible Diameters 

Optimal Diametera 

No. 10 

0.45mm, 0.62mm 

0.62mm 

No. 14 

0.45mm, 0.62mm, 0.80mm 

1.0 mm, 2.0mm, 2.5mm 

2.5mm 

No 18 

0.45mm, 0.62mm, 0.80mm 
1.0mm, 2.0mm, 2.5mm, 3.2mm 

3.2mm 


Materials and Methods 

We undertook to assess the “in vitro" reproducibility of the 
new method and determine the suitability of various Kirschner 
wires and Steinmann pins in relation to different drains and 
sutures. 

Our measurements included the most commonly used suction 
drains (No 10. No. 14 and No. 18). vicryl sutures (No 3-0. No 
2-0, No 1 and No. 2), Kirschner wires of diameters (0.45mm. 
0.62mm and 0,80mm) and Steinmann pins of diameters (1mm 
2mm. 2.5mm and 3.2mm). 
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Figure -1: Diagram illustrating removal of drain by cutting the 
holding stitch using Stelnmann pin. Note the drain is pulled 
and held straight under tension against the stitch. 



Fiqure-2: Diaaram showing trocar and diamond pointed pins. 




Size of Drain 


53 M*jf>r 
83 Mvdvrotc 
Minor 


Figure-3: Degree of difficulty In cutting the suture with optimal 
wire, as defined by the number of attempts. Relation of the size 

of drain to the size of suture. 

Trocar and diamond pointed Kirschner wires and 
Stenmann pins, after sharpening the cutting edges, were 
tested to assess suitability (Figure 2). The drain lutnen was 
divided into thirds- superior, middle and nferior- to assess 
the degree of difficulty in finding the suture in different 
parts of the lumen and determine the most suitable wire or 
pin in each case. The level of difficulty was defined as 
minor, moderate and major according to the number of 
attempts for successful division of the stitch (Figure 3). 

One end of the drain was fxed to a stable point and the 
other end held under tension maintaining the drain straight 
and taut. The 'holding'' stitch was also kept under constant 
tension. The Kirschner wirc/Stcinmann pin was then 
introduced through the lumen to feel and cut the stitch. 
Results 

The most suitable wires for cutting the stitch in any 


third of the lumen of draiins iNo. 10. 14 and 18 had 
diameters of 0.62mm, 2.5mm and 3.2mm respectively. 
These were the thickest introducible wires for each 
corresponding drain lumen. (Table 1). 

Level of difficulty encountered in cutting every suture, 
using the most suitable wire for each drain was as follows: 
(Figure 3) 

For drain No. 10, all sutures had minor difficulty. 

For drain No. 14, vicryl No. 1 and No. 2 had minor. No 
2-0 moderate and No 3-0 major difficulty. For drain No 
18, Vicryl No. 2 had minor. No. 1 moderate and both No. 
2-0 & 3-0 major difficulty. 

Regarding the site of suture in the lumen, in No. 14 and 
No. 18 drains all sutures crossing the middle third iwerc 
easily found and cut, while superior and inferior thirds 
proved difficult. In drain No. 10, vicryl sutures No 1 and 
No 2 were easily found and cut throughout the lumen, 
while No. 2-0 and No 3-0 were easily found only in the 
middle 1/3. 

It was easier to locate the suture with the trocar-pointed 
rather than diamond tipped wires and a rotational motion 
during introduction facilitated easy cutting. The diamond 
pointed wires required their cutting edge perpendicular to 
suture line for successful removal of the stitch. 

Although we experienced initial difficulty in locating 
the suture in early attempts, we soon developed the feel 
and technical case to achieve a success rate of 100%. 
Discussion 

In the event of inadvertent surgical entanglement of a 
drain, we developed a new effective technque which saves 
the patient from re-operation by the simple expedient of 
cutting the offending suture with the “proper" sized trocar- 
pointed Kirschner wire or Steinmann pin, introduced 
through the lumen. We determined the optimal diameter of 
the Kirschner wires/Stcinmann pins for each drain sizc- 
0.62mm, 2mm or 2.5mm and 3.2mm for drains No. 10. 
No. 14 and No. 18 respectively. 

The tissue plane, in which the drain is caught in the 
patent, can not be accurately reproduced “in vitro", but is 
not considered a signifeant factor for success as long as 
the drain is held straight under tension. Firm traction at the 
free end straightens the drain, facilitates introduction of 
the wire and minimises the risk of drain penetration. 
Furthermore, if the suture is around rather than through 
the drain, traction will pull the drain out automatically. 
Conclusion 

The technique of intralumenal introduction of Kirschner 
wire or Steinmann pin to feel and cut the offending suture 
and facilitate non-surgical retrieval of a surgically entangled 
drain s a novel concept and saves the patient from rc- 
operation. With due care and strict aseptic precautions, 
risk of infection should be no higher than operative removal 
of the drain. 
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polycystic^disease ofthe liver and kidney 




A 60 year old man admitted as a case of polycystic liver 
and kidney disease with renal failure Ultrasonograph\ and 
MR! abdomen shown alongside 
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Fig. 1: yiRI Abdomen Coronal Section Liver is enlarged 
Multiple rounded hyperintense areas of variable sizes 
are seen in liver and kidneys and small cysts in 
peritoneal cavity. 

Fig.2: MRI Abdomen. Coronal section Liver is enlarged 
Multiple rounded hyper intense areas seen in liver and 
peritoneal cavity. Image also shows abdominal aorta 
till its bifurcation 

Fig.3&4: USG Abdomen. There are multiple Anecholic 
areas of variable sizes in Liver / Kidney, consistent with 
polycystic disease of Liver / Kidney. 
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INTRODUCTON. 

Orthopaedics Jike many specialities, has developed 
through a necessity. A necessity to correct deformity 
restore function and alleviate pain. Orthopaedic surgeons 
have dev eloped an ability’ to prevent major losses of bodily 
function and indeed they can prevent otherwise inevitable 
death. They seek perfection of their art, by ensuring that 
the patient reaches optimal condition in the shortest period 
of time by the safest possible method. 

History is very important to any surgeon, particularly 
the Orthopaedic surgeon. The orthopaedic surgeon has once 
again been presented with advancing technology This 
technology must be applied to the surgeon’s practice, but 
it is best applied only when the surgeon has an underlying 
knowledge of the history of his art. He must be aware of 
the way surgeons in the past have contributed to 
orthopaedics and more importantly, of the mistakes that 
they have made ,n (he process. The surgeon who makes a 
mistake that has been made by someone before him, is 
surely humbled and seen as poorly educated. So is he who 
states that he has developed a technique that no one has 

thought of before, because chances are that it has been 
thought of in the past. 

In order for orthopaedics to advance in an optimal 
manner, it is clear that attention must be paid to history of 
Orthopaedics. The past is our foundation for future 
developments, we must build upon it so that we too can 
act as a stable foundation for future generations. 

ANCIENT ORTHOPAEDICS:- 
PRIMJTIVE MAN: 

Although vve have no written historical accounts 
primitive man provides us his fossils. These show that the 
same pathology affecting bone existed in primitive times. 
Evidence of fractured bones has been found, in some of 
"h'ch un,on has occurred in very fair alignment This is 
■n cresting to note, as it gives us an ethical manner in 
which we can see the effects of no treatment at all i e 
applying rest by instinct and early motion. It is inevitable 

, ’ at so ' nc sta 8 e ’ Primitive man created a very crude 
sp'ml. and that from that stage on, its advantages were 

? 1 "" ma " W3S Pr ° bably also ,hc firsl >° 
perform crude amputations, and to trephine the skull 


ANCIENT EGYPT: 

Mummified bodies, wall paintings and hieroglyphics 
have shown us that people of the Egyptian age suffered 
Irom the same problems that vve suffer today. They also 
show us some of the orthopaedic practices of that time 
bphnts have been found on mummies and they were made 
of bamboo reeds, wood or bark, padded with linen There 
is also evidence of the use of crutches, with the earliest 
own record coming from a carving made in 2830 BC on 
the entrance of a portal on Hirtouf’s tomb. 

Perhaps the most important source describing the 
practices of Ancient Egyptians comes from a papyrus 
which was stolen from a tomb in 1862. The papyrus was 

Ed^Smith a " Ame , ncan E syp‘°'°gist by the name of 
Edwin Smith. The author is believed to be Imhotep In this 

papyrus, injuries were clasiified according to their prognosis 

into three categories: an ailment which they would treat 

an ailment that they would contend and an ailment which 

they would not treat. Discharge was reffered to as “ryt” 

this is presumably the pus of osteomyelitis. 

ANCIENT GREECE: 

W r 1 a m * a - treatment 

have been attributed to the Ancient Greeks. They could be 

regarded as the first to use a scientific approach, however 

they were also the first to document in detail their history 

and developments. Homer alone, in his account of the Trojan 

war, has provided us with an adequate insight to the 

understanding of injuries at that time and the treatment 

used for those injuries. The Iliad also contains references 

to various deformities. The Greek anatomists of Alexandria 

uring the 3rd century BC were also great contributors! 

Hcrophilus, who is believed to have practised human 

dissection, is regarded as the first to divide nerves into 

sensory and motor components and also the first to 

r, l,n nnn h no r i eS fr ° m vcins He S etor also of Alexandria, 
bu of l OO BC, described in detail the anatomical relations 

of the hip joint, and was the first to record a description of 
the ligamcntum teres. 

In the period between 430 and 330 BC a very important 
Greek text was collated and is known as the Corpus 
Hipocrates. It is named aficr Hippocrates who is known 
as the father of Medicine. Hippocrates was bom on the 
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island of Cos in 460 BC and died at an old age in 370 BC. 
He is known as having brought a systematic and scientific 
approach to Medicine and as having defined for the first 
time the position and the role of a doctor in society. Although 
centuries have passed, the Hippocratic oath will always 

remain central to our practices. 

Various volumes in the Corpus Hippocrates had 
relevance to Orthopaedics. One such volume is the one on 
joints. Here dislocation of the shoulder was described 
together with the various methods used in reduction. There 
were also sections describing the reduction of 
acromioclavicular, temporomandibular, knee, and hip and 
elbow joint dislocations. The correction of club foot was 
described. The problem of infection after compound 
fractures was described and treated with pitch cerate and 
wine compresses without forcible bandaging. Probing into 
any compound fracture was avoided. 

Hippocrates had a thorough understanding of fractures. 
He knew of the principles of traction and counter-traction. 
He developed special splints for fractures of the tibia, similar 
to external fixation. Hippocrates also developed the 
Hippocratic bench or “scamnum” Of all the developments 
that Hippocrates has given to us, his careful clinical 
observation and rationale thinking must be particularly 
commended. 

THE ROMAN ERA: 

Althogh the teachings of Hippocrates were to dominate 
thinking for many centuries after his death, there are several 
contributors to Orthopaedics worthy of mention. During 
the Roman era, there was another respected Greek figure 
by the name of Galen (129-199 BC). He was originally 
from Pergamon and became a gladiatorial surgeon there 
before travelling to Rome. Galen is often referred to as 
“the father of sports medicine”. He gave a good account 
of the skeleton and the muscles that move it. In particular, 
the way that signals are given from the brain through the 
nerves and to the muscles. He first recorded a case of 
cervical ribs. He described bone destruction, sequestration 
and regeneration in osteomyelitis and sometimes performed 
resection in such cases. Galen is believed to be the first to 
have used the Greek words, kyphosis, lordosis and scoliosis 
for the deformities described in the Hippocratic texts. He 
also devised several methods for correcting these 
deformities. 

During this Graeco-Roman period, there were also 
attempts to provide artificial prostheses. There are accounts 
of wooden legs, iron hands and artificial feet. Soranus of 
Ephesus is said to have first described rickets. Ruphus of 
Ephesus described tendon ganglia and their treatment by- 
compression. Antyllus of the 3rd century is said to have 
practised subcutaneous tenotomy to relieve contractions 
around a joint. It is said that he used both linen and catgut 


sutures for thee procedures. Various drills, saws and chisels 
were also developed during this period. 

THEARABERA: 

Another Another Greek named Paul of Aegma (62> 
690 A.D.) worked in Alexandria and wrote "The Epitome 
of Medicine” which consisted of seven books based on 
the Hippocratic texts. The sixth book dealt with fractures 
and dislocations. With the invasion of Alexandria by the 
Moslems, many great books such as these were taken and 
translated into the Arab language. The great library’ of 
Alexandria was burnt. Although the Arab practices were 
regarded as an extension of those of the Greeks, the use of 
plaster-of Paris in the 10th century was significant With 
the addition of water to a powder of anhydrous calcium 
sulphate a hard cry stalline material was produced. A Persian 
by the name of Abu Mansur Muwaffak described the 
coating of plaster for fractures and other bony injuries of 
the limb. 

THE FOUNDATION OF MODERN ORTHOPAEDICS: 

It was not until the 12th century that Europe began to 
awake gradually' from its Dark Ages. Universities and 
hospitals were beginning to be established, human dissection 
resumed and the great Greek texts were being translated 
from Arabic to Latin. However, until the 16th century’, all 
developments remained within the shadow cast by 
Hippocrates. 

AMBROISE PARE (1510-1590) 

Ambroise Pare is regarded as the most famous surgical 
figure of the 16th century and the father of French Surgery. 
He was bom in Bourg Hercnt in France. In 1532 he became 
an apprentice to a Parisian barber-surgeon, then worked 
for four years at Hotel Dieu in Paris. In 1541. he became a 
master barber-surgeon and did some work as an army 
surgeon. In 1564, he published a monumental work on 
Surgery, the Dix Livres dc la Chirurgie. The first part 
contained Anatomy and Physiology and the second. 
Surgery. In this, many surgical techniques were described, 
one of the most significant being the use of ligature for 
large vessels in amputations. He also used a tourniquet in 
his amputations, to hold the muscles retracted with the 
skin, prohibit the flux of blood and to dull the senses He 
designed a wide variety of forceps, instiuments and braces 
of all kinds. With the help of armourers, he made a variety 
of artificial limbs from iron. The majority were cosmetic, 
although Pare did design a scoliosis corsu and a clubfoot 
boot. 

NICHOLAS ANDRY (1658-1759) 

Andry was the professor of Medicine at the University 
of Paris and Dean of the faculty of Pin sick In 1741. at 
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the age of 81. he published a famous book called 
Orthopacdia: or the Art of Correcting and Preventing 
Deformities in Children. By such means that may easily be 
put into Correcting and Preventing Deformities in Children. 
B> such means that may easily be put into practice by 
parents themselves and all such as arc employed in 
Educating Children. In this book. Andry presents the word 
Orthopaedic, which derives from the Greek words straight 
and child. Andry was interested in postural defects and 
this has been reflected by his famous illustration, which is 
known The tree of Andry. Andry believed that skeletal 
deformities were due to faults of posture and shortness of 
muscles. Some regard Andry as the Father of Orthopaedics, 
by many strongly disagree, believing that his work was 
un-scicntific and that his only contribution was the use of 
the word Orthopaedics. 

THOMAS SYDENHAM (1624-1689). 

Sydenham is likened to Hippocrates because his writings 
cover a large field and are characterised by good 
observation. Likewise, he is also known as the father of 
English medicine. He was born at Winford Eagle, and 
studied at Oxford and Montpellier. He himself suffered from 
gout and wrote an excellent description of the disease, 
detailing the attack, the changes in urine and the link with 
renal stones. He described acute rheumatism, chorea, and 
the articular manifestations of scurvy and dysentery. 

PERCIVAL POTT (1714-1788) 

Pott was from London and worked in St. Bartholomew s 
Hospital, were he received the diploma of the Barber- 
Surgeons Company in 1763. He is best known for the 
fracture that bears his name Pott s fracture, as he was the 
first to give a good description of this ankle fracture. In 
1756. he received a fracture of his own. This was an oblique 
compound fracture of the lower third of the tibia, which 
was acquired after falling from his horse. He refused to be 
moved until he had purchased a door to be carried on, as 
he believed that the jolting of a carriage would have 
exacerbated the injury. Immediate amputation was usually 
conducted on such injuries, but at the last moment 
amputation was stopped and the limb was saved. Pott's 
most famous work is on the paraplegia of spinal 
tuberculosis, where he stressed that the condition was not 
related to spinal cord compression, but associated with 
strumous disorders in the lungs. This is known as Pott’s 
paraplegia. 

WILLIAM HEBERDEN (1710-1801) 

Hcbcrdcn was bom in London were he also built up a 
busy practice. He is known for initiating the Medical 
1 ransaclions in 1766, but even more so for his description 
of HcbcrJen's nodes. 
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JOHN HUNTER(1728-1793) 

Hunter worked on a Lowland farm until he was 20 
years of age. Until he was 32, he was a pupil and house 
surgeon at St. George s Hospital in London and also worked 
in his brother's dissecting room in Covcnt Garden In the 
Seven Years' War, he served as a military surgeon He set 
up a research centre in London's Golden Square and lauglu 
and lectured at Leicester Square until angina cvcntuallv led 
to his death. Hunter's contribution was immense and even 
stemmed through the pupils he taught (c.g. Abcrnethy, 
Chessher, Jenner and Philip Syng Physick). Hunter himself 
was a pupil of Percival Pott. Although he received little 
formal education (unlike his brother William, an obstetrician 
in London) Hunter put the practice of surgery on a scientific 
foundation and laid the framework for the twentieth century 
developments. His saying Don t Think, try the experiment 
has inspired generations of modem surgeons. 

Much of Hunter's knowledge may be attributed to his 
military experience and his experiments on animals. He 
described how to assess muscle power in a weak muscle. 
With joint injury and disease, he states that voluntary 
movement should not be permitted until inflammation has 
settled, otherwise contracture is promoted. He believed that 
healing depended on the body's innate power, and that the 
surgeon's task was to aid this. Hunter believed that bone 
disease often required mechanical assistance. He studied 
loose bodies in joints, pseudoarthroses and fracture healing, 
where he described the transformation from fracture 
hacmatoma to fibrocartilagenous callus to the deposition 
of new bone, trabcculation, reestablishment of the 
medullary canal and the resorption of excess bony tissue. 
Hunter wrote A Treatise on the Blood, Inflammation and 

Gunshot Wounds in 1794, and also made attempts at tissue 
grafting. 

His collection of specimens (initially over 14,000 POT’s; 
half destroyed in the bombing of London) is in the College 
of Surgeons, London. They describe the development of 
the various systems from the simplest (insects) to the most 
complex. It is a humbling and inspiring experience to visit 
the museum and see one mans monumental contribution 
to surgery. 

JEAN-ANDRE VENEL (1740-1791) 

Jean-Andre Venel was a Genevese physician who 
studied dissection at Montpellier at the age of 39, and in 
1780, established the first orthopaedic institute in the world 
at Orbe, in Canton Waadt. 

This was the first true hospital that dealt specifically 
with the treatment for crippled children’s skeletal 
deformities. Vend recorded and published all his methods 
and for this was known as the first true orthopaedist. He is 
also regarded as the father of orthopaedics, as his institute 
acted as a model for hospitals throughout Europe. Venel 
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stressed the importance of sunlight and made various braces 
and appliances at the workshops within the institute. 

WILLIAM HEY (1736-1819) 

William Hey was bom in Pudscy near Leeds. At the age 
of 14 he was apprenticed to a surgeon and apothecary and 
nearly died of an overdose of opium whilst studying its 
clTccfs. He was the founder of Surgery at Leeds and trained 
at St. George's Hospital. Hey wrote a book on Surgery 
which contained several chapters on Orthopaedics. 
Subacute Osteomyelitis of the tibia was described and he 
advocated deroofing of the lesion. In 1773, Hey banged 
his knee getting out of the bath, and many attribute his 
subsequent interest in the knee to this. He coined the phrase 
internal derangement of the knee, and described meniscal 
injuries Hey described loose bodies and introduced tarso¬ 
metatarsal amputation. 

GIOVANNI BATTISTA MONTEGGIA (1762-1815) 
Monteggia was born at Lake Maggiorc and was a 
Milanese pathologist who acquired syphilis by cutting 
himself at autopsy and became a surgeon and professor at 
Milan. He is particularly remembered for his description in 
1814 of the fracture that bears his name. Monteggia’s 
fracture. 

A BRA HA M COLLES (1173-1843) 

Colics was bom in Kilkenny, Ireland, of humble origins. 
Nevertheless, he became professor of Surgery at the College 
of Surgeons in Dublin from the age of 29. He was the first 
to tic the subclavian artery, but is best known for his 
description of Colics' fracture, in 1814 (the same year as 
Monteggia. 

BARON GUILLAUME DUPUYTREN (1777-1835) 

Was bom in central France. He was kidnapped as a 
boy by a rich person from Toulosc on account of his good 
looks. He was taken to Paris and endured great poverty 
during his studies. Dupuylren became surgeon in chief at 
the hotel Dicu and worked tremendously hard and became 
rich He was described as an unpleasant person to meet, 
>cl his work was wonderful to read. He was characterized 
as Fircst among surgeons. Last among an accurate clinical 
observer with agreal interest in pathology. He is most 
asscociatcd with the contracture of palmar fascia and ankle 
tract tire that he described. He wrote on many subjects. 

congenital dislocation of hip, the nature of callus formation, 

exostosis, the trcndclcnburg sign, tenotomy in torticollis/ 

1 V MES SYME (1799-1870) 

me was bom in Edinburgh. As a student at Edinburgh 
• ersily he found a way of dissolving rubber. Syme 
r-i :d a school of Anatomy and later opened a very 


successful private clinic. In 1833. he became Professor of 
Surgery in Edinburgh and held that position until lus death, 
(he had actually made an agreement with lus predecessor 
to pay him a pension if he resigned). Syme is known for 
introducing conservative alternatives to the major 
amputations that were carried out at the time. In 1831, lie 
released a booklet, which detailed eases where joint excision 
could be used instead of amputation for grossly diseased 
joints, as in tuberculosis, and injured joints. In 1842, Syme 
described an amputation at the ankle. This amputation bears 
his name, as it replaced a portion of below knee amputations, 
which were ordinary practice at that time. 

SIR BENJAMIN BRODIE (1786-1862) 

Brodic was a national figure. He was a surgeon at St. 
George s Hospital and a friend of the Thomas family (that 
of Hugh Owen Thomas). He first published lus book. On 
the Diseases of Joints in 1819, which proved to be a 
popular reference for many years. In 1832. he described 
the chronic bone abscess that has been named after him 
The patient was a man of 24 who had recurring svmptoms 
in the lower extremity of his right tibia. On examination, 
Brodic found a pus filled cavity, for which he believed that 
amputation could be avoided by trephination of that cavity. 
He recognised the association of arthritis with gonorrhoea 
and that all children’s hip disorders were associated with 
infection. IN 1843, he introduced the Fellowship 
examination of the Royal College of Surgeons in order to 
improve the education and standing of surgeons. 

JOHN RHEA BARTON (1794-1871) 

Barton was born in Lancaster, Pennsylvania, USA. 
He studied at the Pennsylvania Hospital and later worked 
for Physick (the father of American Surgery) who in turn 
was a student of Hunter’s.It was said that Barton was 
ambidextrous and that once lie had positioned himself for 
an operation, he did not move about. In 1826. he performed 
a subtrochanteric osteotomy of the femur for a severe 
flexion-adduction deformity of the hip. Barton is best 
known for his innovative corrective osteotomies for 
ankyloscd joints. In 1834, Barton wired a fractured patella 
and in 1835, he described Barton’s fracture of the wrist. 

ROBERT WILLIAM SMITH (1807-1873) 

Smith was bom in Dublin, lie studied and worked there. 
He became Professor of Surgery at Trinity College in 
Dublin. Smith founded the Dublin Pathological Society with 
Colics, Graves, Corrigan and Stokes. In 1847, Smith wrote 
a classic book called A Treatise on Fractures in the Vicinity 
ol Joints, and on certain forms of Accidents and Congenital 
Dislocations. Here he describes the eponymous Smith's 
fracture, and Madelung's deformity before Madelung 
described it. In 1849. he published A Treatise on the 
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Pathology, Diagnosis and Treatment of Neuroma Thts 
book was said to be so large that it was larger than an 
ordinary sized dinning-room table when opened up. Smith 
wrote on neurofibromatosis in great detail, much before 
von Recklinghausen did. 

ANTONIUS MATHYSEN (1805-1878) 

Mathysen was a Dutch military surgeon who in 1851, 
invented the plaster of Paris (POP) bandage which was to 
become so important to orthopaedic practice.To this day, 
a POP cast is the mainstay of fracture immobilisation. 

WILLIAM JOHN LITTLE (1810-1894) 

Little was educated at the Jesuit seminary at St. Omer. 
He himself had a paralytic clubfoot. The treatment in 
London was amputation, however, he found a cure in 
Germany by tenotomy. Little was a founder of the Royal 
Orthopaedic Hospital. He published a detailed report, in 
1862, of the then ill-understood group of deformed and 
partly retarded children and young adults. This type of 
spastic paralysis with paraplegia of the lower limbs was 
then called Little’s disease for many years. 

JOSEPH LISTER (1827-1912) 

Lister studied at the University College Hospital in 
London. In 1853, he became Syme’s house surgeon, he 
then married Syme’s daughter, and in 1854 became assistant 
surgeon to the Royal Infirmary. Lister is known for the 
introduction of antisepsis. He first applied carbolic acid to 
a compound fracture in 1965. It was soon clear that the 
practices had had a dramatic effect in reducing in particular 
abscesses, pyaemia, hospital gangrene, erysipelas and 
amputation mortality. Lister was made a baronet in 1883, 
and later in his life was thought to have trialed the application 
of the Penicillium mould directly to wounds. 

JEAN-MARTIN CHARCOT (1825-1893) 

Charcot was from Salpetriere in Paris and is known 
worldwide as the first professor of Neurology. He wrote a 
thesis distinguishing gout, rheumatoid arthritis and 
osteoarthritis. Charcot also first described the arthropathy 
that bears his name. Charcot’s joints. He was first to write 
about amyotrophic lateral sclerosis, intermittent 
claudication, disseminated sclerosis, intermittent hepatic 
fever and herpes zoster. 

THEODOR KOCHER (1841-1917) 

Kochcr was bom in Berne and studied in Berlin, London, 
Paris and Vienna. In 1872, he became Professor of Surgery 
in Berne. Kocher had a great interest in Anatomy and in 
1870, he described his eponymous method of reducing a 
dislocated shoulder. Kocher wrote a remarkable book in 
which he detailed many useful surgical incisions that he 
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had developed, such as his posterolateral exposure of the 
hip. He also developed several surgical instruments, but 
his main interest was in Kochcr was born in Berne and 
studied in Berlin. London, Paris and Vienna. In 1872. he 
became Professor of Surgery in Berne. Kocher had a great 
interest in Anatomy and in 1870, he described his 
eponymous method of reducing a dislocated shoulder 
Kocher wrote a remarkable book in which he detailed main 
useful surgical incisions that he had developed, such as his 
posterolateral exposure of the hip. He also developed sc\ cral 
surgical instruments, but his main interest was in thyroid 
disease. Kochcr was born in Berne and studied in Berlin. 
London. Paris and Vienna. In 1872, he became Professor 
of Surgery in Berne. Kocher had a great interest in Anatonn 
and in 1870, he described his eponymous method of 
reducing a dislocated shoulder. 

SIR JAMES PAGET(1814-1899) 

Paget was a graduate of St. Bartholomew s Hospital in 
London, where he remained for the rest ol his career. It 
was in 1877 that Paget gave the first description of what 
he called osteitis deformans, but what is now commonlv 
called Paget's disease. He noted the increased incidence of 
osteosarcoma, the increasing head size and deformities 
(One of Paget's original drawings is shown ) Paget was 
also a remarkable lecturer with a great interest in bone 
pathology. His name is also associated with other 
pathological processes. 

SIR WILLIAM MACEWEN (1848-1924) 

Macewcn studied in Glasgow and had Symc and Lister 
as teachers. The new era of antisepsis enabled him to make 
many contributions to Surgery. In terms of his Orthopaedic 
contributions, he performed many osteotomies and 
developed a one-piece osteotome. Macewens main 
research interest was in bone growth and in 1879 he 
performed the first of his pioneering bone grafts Many of 
his grafts were performed on people who had had portions 
of their bones excised, but w ho had otherw ise normal 
function. Macewcn was also a pioneering neurosurgeon 
and cardiothoracic surgeon. He worked on cerebral 
tumours and abscesses and also performed the first 
pneumonectomy. 

RICHARD VON VOLKMANN (1830-1889) 

Volkmann was from Halle. Saxom He was the lirst in 
Germany to institute Lister's antiseptic methods. In I SSI 
Volkmann published his famous paper on ischaemic 
muscular paralyses and contractures Here he attributed 
the cause of the contractures to direct changes in the 
muscles produced by arterial occlusion and emphasised 
the early warning of preliminary weakness. These 
contractures arc otherw ise know as Yolkmann's ischaemic 
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contractures. It is interesting to note that Volkmann wrote 
popular poems and fairy stories and also founded a surgical 
journal. 

EDUARD ALBERT (1841-1900) 

Albert was bom in Bohemia and studied in Vienna. He 
is best known for producing artificial ankyloses in paralysed 
limbs and wrote a paper on this in 1881. Albert performed 
tarsal and shoulder arthrodesis for paralysis and recurrent 
dislocation, and was the first to use the term arthrodesis. 
Albert also described synovectomy, the transplantation of 
nerves, sciatic scoliosis and Achilles bursitis. 

HAROLD BENNETT( 1837-1907) 

Studied at Trinity College, Dublin. He collected 
specimens of bone pathology and w ith these w rote a paper 
on fractures of the metacarpal bones in 1882. In this paper 
Bennett described his eponymous fracture dislocation of 
the base of the thumb metacarpal. Bennett is said to have 
introduced antisepsis to Dublin and to have performed many 
osteotomies for rickets. He became President of the Royal 
College of Surgeons of Ireland. 

HUGH THOMAS (1834-1891) 

If you could only read about one person in the history 
of Orthopaedics, then you would have to read about Hugh 
Owen Thomas, the father of British Orthopaedics surgical 
instruments. He believed in enforced, prolonged and 
uninterrupted rest for the treatment of tuberculous joints. 
Thomas developed a great number of splints in order to 
achieve this. These include, the cervical collar, metatarsal 
bar. heel w edge and knee splint. Many of these arc still in 
use. such as the Thomas splint. Thomas was also able to 
recognise early eases of hip disease. He was the first to 
demonstrate concealed flexion of the hip joint and a way 
of unmasking this by performing the Thomas Test. 

It should be remembered that Hugh Owen Thomas had 
studied Medicine and was interested in litholopaxy and the 
management of acute abdomen as well as Orthopaedics. It 
has been said that the medical profession might not have 
practised the black art of bone setting, if Hugh Owen 
Thomas had not graduated from a Medical school. 

SIR WILLIAM ARBUTHNOT LANE (1856-1938) 

Lane was a Scot from Inverness who trained and later 
worked at Guy s Hospital in London. Lane is known for 
his attempts at improving alignment of fractures by using 
internal fixation. He started off using silver wire, then he 
used steel screws and this was followed by the use of 
plates and screw's. Lane was said to have been eccentric, 
regarding humans as machines and performed total 
colectomies as a cure for auto-intoxication. He also initiated 
the programmes of health education that are present today. 


Lane wrote columns in the newspapers, held public lectures 
and improved the distribution of fruit and vegetables. 

FRITZ DE QUERVAIN (1868-1940 

Dc Quervain was bom at Sion in the Valais Canton of 
Sw itzcrland. He studied at Beme and succeeded Kocher as 
Professor of Surgery there. In 1895, Dc Quervain described 
a form of chronic tenovaginitis, which is now known as 
Dc Quervain's stenosing tenovaginitis. Like Kocher, he 
studied thyroid disease and is responsible for the 
introduction of iodised table salt. 

FRIEDRICH TRENDELENBURG (1844-1924) 

Trendelenburg was born in Berlin. He studied Medicine 
in Glasgow and in Berlin. Trendelenburg's name is 
associated with the Trendelenburg sign and the 
Trendelenburg gait, which he described in association with 
coxo-femoral incompetence in 1895. Trendelenburg also 
devised pulmonary cmbolectomy, but it was one of his 
pupils, Kirshner who first met success with the procedure 
many years later in 1924. 

PIERRE MARIE (1853-1940) 

Marie was bom in Paris, he worked for Charcot and 
eventually succeeded him as Professor of Neurology at 
Salpctricre. Marie described peroneal muscular a trophy 
(Charot-Maric-Tooth disease). He w as the first to associate 
acromegaly with a pituitary tumour in 1886. In 1980, he 
described hypertrophic pulmonary osteoarthropathy. In 
1898. he gave the first account of cranio-cleidal dystosis 
and noted the partial aplasia of the clavicles, the increased 
skull diameter, the disordered dentition and the failure of 
ossification at the fontancllcs. Also in 1898. he published a 
classic paper on ankylosing spondylitis, which he refereed 
to as spondylosis rhizomelique. Marie believed that 
poliomyelitis was infectious. 

LOUIS XAVIER EDOUARD LEOPOLD OLLIER 
(1830-1900) 

Ollier was bom in Vans in Ardcche and studied at Lyons 
and ontpellier. Ollier, like Macewen, performed pioneering 
bone grafts. Although both were successful, their methods 
and the theory behind them were in fierce opposition. In 
1877, Ollier suggested that bone growth may be inhibited 
in order to correct certain deformities by resecting the 
epiphyeal plate. In 1899, Ollier first described 
dyschondroplasiaor Ollier’s Disease. Ollier researched bone 
growth to an enormous extent and believed that it might be 
possible one day to treat patients by stimulating their 
cartilage to ossify. 

WILHELM CONRAD RONTGEN (1845-1923) 


Although Rontgen was a professor of Physics at 
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Wurzburg, his discovery of X-rays (Rontgen rays) and 
their use has provided an enormous contribution to 
Orthopaedics and is still of great value to Orthopaedic 
practice. The first radiography that Rontgen took was of 
his wife’s hand on the 22nd of December 1895. This was 
allegedly her Christmas present. Rontgen received the Nobel 
Prize for his discovery 

MODERN ERA (20TH CENTURY ORTHOPAEDICS) 
THE TURN OF THE CENTURY. 

The early 1900’s can be seen as a great turning point 
for Orthopaedics. The discovery of the X-ray almost 
marked 1900 and Orthopaedics itself was only now being 
seen as a true specialty of its own. The British still 
dominated Orthopaedic developments, but the new world 
had now reached maturity and there were increasingly more 
contributions being made by the Americans. The bloom of 
understanding, with the introduction of the X-ray, was not 
as dramatic as expected. Instead, the turn of the century 
was marked by new institutions and associations that 
sought to mark Orthopaedic Surgery as an individual and 
growing specialty. 

One area where there was an evident surge of new 

information with the introduction of the X-ray was that of 

osteochondritis and osteonecrosis. Although the German 

George Clemens Perthes took the first X-rays of Perthes’ 

disease in 1898, Perthes’ assistant did not publish these 

until 1914. In 1903, Robert Osgood (1873-1956) of Boston 

first described a lesion of the tibial tubercle occurring during 

adolescence. This is now known as Osgood-Schlatter’s 

disease. The German, Albert Hoffa (1859-1907), stressed 

in his book of 1902, that excision of the femoral head for 

cases of hip disease should not be routine. He had realised 

that not all cases of hip disease were tuberculous. Hoffa 

was interested in scoliosis, but has his name associated 

with the hypertrophy of the infrapatellar fat pad that is 

now called Hoffa’s disease. Another German by the name 

of Georg Axhausen (1877-1960), is noted as the first to 

use the word aseptic necrosis. It must be stressed that 

necrotic bone was frequent at this time, for there were no 

antibiotics, and any study into a non-infectious bone 

necrosis was innovative. In an article he published in 

1910,Axhausen wrote that necrosis occurred at the bone- 

ends of every fracture, and that this stimulated and was 

replaced by periosteal proliferation. He also believed that 

focal necrosis of subchondral bone caused changes in the 

overlying articular cartilage which lead to arthritis 

deformans. It was not until the*1950’s that Axhausen’s 

term of aseptic necrosis was replaced by the term avascular 
necrosis. 

Jacques Calve (1975-1954) of Berck, France, Arthur 
T. Legg(1874-1939) of Boston, U.S.A. and George Perthes 
of Tubingen, Germany, are all said to have described 


Perthes’ disease in 1910. Hence this disease is sometimes 
referred to as Calve-Legg-Perthes disease. With the help 
of radiography. Calve realised that some cases of 
tuberculous hips in children were actually cases of coxa 
plana. He saw that these rare cases of hip irritability had 
X-ray evidence of coxa vara, hypertrophy of the femoral 
head, increased density, fragmentation and flattening of 
the epiphysis. He noted that the disease was of short clinical 
duration, had good recovery, did not relapse and was not 
associated with adenopathy or abscess. Calve also described 
vertebral osteochondritis with collapse, which he attributed 
to vascular changes subsequent to trauma (although we 
now know that eosinophil granuloma is the common cause). 
Legg had wide interests, but is best known for the eight 
papers that he published on coxa plana. He included a 
treatment of traction hip splint and noted the limited degrees 
of movement. 

The early 1900’s was also a time of improvement for 
spinal surgery. Russell A. Hibbs (1869-1932), was from 
the New York Orthopaedic Hospital and in 1911, published 
a report on a technique of spinal fusion that he had developed. 
Hibbs performed the first spinal fusion for tuberculosis 
and later performed a similar procedure for scoliosis. Joel 
Goldthwait (1867-1961) was another of the great Boston 
orthopaedists. He had a major interest in posture and in 
1911, published a laminectomy from LI to S3 performed 
on a man who developed bilateral sciatica followed b> 
paraplegia after a lifting strain. 

Probably the most important figure at the turn of the 
century was Sir Robert Jones (1855-1933). Indeed many 
would argue that he was the greatest orthopaedic surgeon 
that the world had ever seen. It was said that when Jones 
operated. Time stood still. Jones was a nephew of the great 
Hugh Owen Thomas and became one of his apprentices in 
Liverpool. In 1896, Jones published the first report of the 
clinical use of an X-ray to locate a bullet in a wrist. He 
founded several associations and Orthopaedic hospitals. 
Jones wrote several important books such as Injuries of 
Joints in 1915 and Notes on Military Orthopaedics in 1917. 
His textbook Orthopaedic Surgery is said to be the first to 
have dealt systematically with the diagnosis and treatment 
of fresh fractures. In World War I, Jones headed the 
orthopaedic section of the British Forces. Jones w as an 
advocate of tendon transplantation, bone grafting, and other 
conservative, restorative procedures. 

WORLD WAR ONE. 

It must be noted that war has played an important part 
in Orthopaedic history. Many of our greatest contributors 
were military surgeons and it is remarkable how much we 
have learnt about ancient Greek orthopaedics throueh 
Homer's description of the Trojan War alone. It is 
interesting to note that many of the achievements during 
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and after World War I were not related directly to traumatic 
injuries received at war. However, it can be said that 
Orthopaedics was definitely seen as a separate specialty 
after World War I and that this was the first major war 
where aseptic techniques were saving many more lives 
than in the past wars. 

Jules Tinel (1879-1952), of Rouen and Paris, was a 
neurologist in the First World War and first described Tincl’s 
sign in 1917. This related to nerve injuries, and on 
percussion of the nerve below the site of nerve injury, 
formication was elicited if nerve fibres were degenerating. 
If this was absent, there was a bad prognosis. Paul Budd 
Magnuson (1884-1968) was an American who assisted in 
orthopaedic services in World War I and with this and his 
own practice in the slaughterhouse area acquired much 
experience in trauma. He wrote a textbook called Fractures 
and in this described complete debridement of the knee 
joint for osteoarthrosis, including synovitis and other 
degenerative lesions. This involved the removal of 
osteophytes and damaged menisci, shaving of the cartilage 
to the bare bone and if necessary, narrow ing of the patella. 
Following the war, an American by the name of Paul N. 
Jcpson (1893-1949) continued Volkmann's fine work and 
reproduced ischaemic contracture in animals. In his paper 
of 1921, he wrote that ischaemic contractures could be 
prevented by prompt surgical decompression. In 1927, a 


Russian called M. J. Arinkin introduced sternal puncture 
as a diagnostic procedure while working at the Military 
Medical Clinic in Leningrad. This can be applied in the 
study of metastatic bone disease.In the chain of great 
surgeons that followed Hugh Owen Thomas. 

The immediate challenges facing the modem orthopaedic 
surgeon arc : The Human genome Project (sequencing the 
23 human chromosomes; due for completion 2003) with 
the promise of gene therapy, human cloning and bovine 
prosthetic implants; corporate control of the practice of 
medicine with surgeons answering to corporate bosses 
rather than their patients and colleagues; the rise of the 
Internet with a more efficient interchange of information 
and the Global Burden of Disease where motor vehicle 
accidents arc going to be the third greatest burden of 
morbidity by the year 2020. These challenges arc there 
and are somewhat daunting but certainly less frightening 
than many that faced our proud forebears and teachers. If 
alive, John Hunter would be in the forefront of these 
scientific developments and I suspect, chide us for our 
tardiness in embracing such challenges. In some ways, 
Orthopaedics has lost its way by producing surgical 
technicians (surgeons merely' content to operate) with not 
enough commitment to fundamental biomedical research 
and the protection of their craft. 
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“ANATOMY, STRUCTURE AND FUNCTION OF A CHANNEL AND 
CYLINDER” (THE MEATUS AND THE TUBE) 


Abdul Ahad M.S.; Shameema Jabeen M.D.; Masarat Rasool M.B.B.S. _____ 

A tube means a long hollow cylinder for holding or conveyance of fluid The word is used in Anatomy to name the 
auditory tube (Pharyngotympanic or Eustachian tube) which conveyes air to equalise the presure of atr between the 
middle ear cavity and the pharynx and drains the mucous from the mastoid air cells and the tympanic cavity 

A meatus means a channel / passage which is used as a word / name to recognise the external auditory meatus which 
conveys normally sounds (if not the backbite / polluted air / insects also. 

The differences between the two on Anatoininal basis are penned down hereunder- 


External Auditory Meatus (EAM) 


Auditory T\ihe (A.T.) 


1. The external auditory meatus stops at the tympanic 
membrane and looks like a tall narrow goblet. 

2. The EAM develops from the dorsal part of the first 
ectodermal cleft and is very short at birth. Its deepest 
partis represented by the auditory tubercles-a collection 
of cells which later canalise to form the bony part of 
the canal. 

EAM is fully developed by the age of 9 years. 

3. External auditory meatus is a tunnel in the temporal 
bone that extends from the concha of the auricle to the 
tympanic membrane medially. It is S- shaped and looks 
like a tall, narrow and twisted goblet. It is directed 
medially, forwards and slightly upwards. It is about 
2.5 cms long. The lateral part is 8 mm long and 
cartilagenous whereas the medial bony part is 16 mm 
long. The meatus has two constrictions. The Isthmus 
is in the osseous part 2 Cms from the bottom of the 
concha whereas the second constriction is near the 
medial end of the cartilagenous part. The osseous part 
on the whole is narrower than the bony part. It is 
directed anteromedially, slightly downwards with the 
posterosuperior convexity. The medial end of this 
osseous part is narrower. The lateral end is most rough 
to give attachment to meatal cartilage by ligaments. 

The meatus is lined with skin. In the subcutaneous part 
(which is thick) are modified glands, the ceruminous 
glands to prevent (a) Maceration by retaining water and 
(b) entry of insects. 

4. The osseous part is formed by C-shaped tympnic part 
of the temporal bone. Only postero-superior part is 
formed by the squamous and petrous parts of the 
temporal bone. 


It is a tube open at both the ends though the walls at the 
medial end remain opposite each other except during 
deglutition. , 

It develops from the medial part of tubo-tympanic 
recess which elongates and communicates with developing 
pharynx at the tubal elevation At the lateral end it opens 
into the anterior wall of the tympnum via the bony part 

It passes downwards forwards and medially (30" to 
the horizontal and 45° to the sagittal plane). 

It is 36 mm long. The part near the ear is 12 mm ( 1/ 
3rd) and the part towards the pharynx is 24 mm in length 
(2/3rd). The bony part narrows as it passes medially from 
the tympanic cavity and has a (Narrowing) isthmus at its 
junction with the cartilagenous part. This end of the bone 
is jagged to give attachment to the cartilagenous part—the 
two parts meeting at an obtuse angle. 

In new borne it is half in size, horizontal with the bonv 

* 

part, shorter but much wider. There is no tubal elevation 

The tube is lined by ciliated columnar epithelium which 
is thin in the osseous part and thick in the cartilagenous 
part due to the presence of mucous glands The phary ngeal 
orifice is associated with tubal tonsil of variable thickness 


Pertrous temporal bone is canalised to form the osseous 
part. 


5._The outer cartilagenous part (Meatal cartilage) is 
_ deficient posterosuperiorly and the gap is occupied by 
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The cartilagenous part is formed by a triangular plate 
of cartilage which is fixed to the base of skull in the °roove 
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collagen. Anterior part has 2-3 deep fissures. 


6. The cartilaginous part does not have any muscular 
attachment. 

7. NERVE SUPPLY 

i. Anterior and superior walls are supplied by 
auriculotemporal nerve (branch of mandibular nerve. 

ii. Posteroinferior part is supplied by auricular branch 
of Vagus (Arnold’s Nerve). 

ii. Facial nerve may also supply via communication 
with vagus (It explains herpes zoster in the meatus 
due to Facial Ganglion involvement. Tympanic 
membrane is also supplied by these nerves plus 
glossopharyngeal). 

8 ARTERIAL SUPPLY 

i. Posterior auricular Artery. 

ii. Syperficial temporal 

iii. Deep auricular (Branch of Maxillary Artery) 

9 VENOUS DRAINAGE; 

i. External jagular vein. 

ii. Maxillary vein. 

iii. Pterygoid plexus of veins. 

10 LYMPHATIC DRAINAGE: 

The following lymphnodes serve as the satellite nodes. 

i. Parotid 

ii. Retroauricular. 

iii. Superficial cervical. 

11 IMPORTANT RELATIONS. 

Three important bony relations:- 

i. Anteriorly head of the mandible seperated by a small 
part of parotid gland. 

ii- Middle cranial fossa above, 

iii. Mastoid air cells are posterior to the bony part and 
the mastoid antrum is seperated from it anterio- 
inferiorly by a thin lamina of bone (l-2mm) which 
is the only osseous resistance for transmeatal 
approach for aural surgery. 

12 FUNCTIONS: 

External Auditory Meatus is 

Filled with air which is warmer than the air outside. It 
could have some role in addition to> 
i S-shaped EAM protects the tympanic membrane. 

ii. Intensity of sound is increased by about 10 Decibels, 
in. Cem-ininous■gfcmds EAM-Secretecerumen which 

discourages entry of insects and protects skin of 
EAM by imbibing water. The entry could be 
prevented by the isthmus and other narrowing for 
the bigger insects. 

iv Commonest function held is conducton of sound to 
the drum of the ear. 

v. The hair present in the EAM prevents entry of dust, 
insects and its excessive growth in some could (Yet 
to be confirmed) effect transmission of sound. 



between the greater wing of sphenoid and posterior part 
of temporal bone. Inferolaterally the tube is completed by 
fibrous membrane. This part widens towards pharynx. The 
opening is pharyngeal 1-1.25 cm below and behind the 
posterior end of the inferior nasal concha. This orifice is 
directed downwards and backwards. 

Three muscles take origin from the cartilagenous part of 
the tube, I. Tensor veli palatini. II. Levator veli palatine and 
III. Salpingopharyngeus. 

i. Pharyngeal branch of Maxillary nerve via 
pterygoplatine ganglion 

ii. Tympanic plexus (Lesser petrosal of 9th nerve plus 
Sympathetics) 

(Needs further study to confirm other source like 
facial.) 


i. Ascending Pharyngeal branch of Internal carotid. 

ii. Middle meningeal. 

iii. Artery of the pterygoid canal. 

i. Pterygoid plexus of veins. 


The median and the two lateral retropharyngeal nodes 
are the satellite nodes for this tube (nasopharynx and 
atlantoaxial and atlanto-occipital joints are drained by these 
nodes). 

Three muscular: 

i. Anterolaterally is tensor veli palatini. 

ii. Posteromedially is lavator veli palatini. 

iii. Inferiorly is salpingopharyngeus. 

Tensor veli palatini separates the PTT from OTIC 
ganglion, mandibular nerve and its branches, chorda 
tympani and middle meningeal artery. 


i. Pharyngotympanic tube opens during deglutition and 
helps to balance the pressure of the air between the 
pharynx and the middle ear cavity. 

ii. The tube helps to drain the secretions from the middle 
ear towards the pharynx. 
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hydatid disease 


: CURRENT STATUS AND RECENT ADVANCES 


Mohammad Sultan Khuroo, MD, FRCP (Edin), MACR - 

Hydatid disease, also known as echinococcosis or 
hydatidosis, is caused by infection with larva (metacestode) 
of the tapeworms of the genus Echinococcus. Within the 
genus Echinococcus, four species are recognized. E. 
granulosus which causes cystic hydatid disease, E. 
multilocularis which causes alveolar hydatid disease; E. 
vogeli and E. oligarthrus both of which cause polycystic 

hydatid disease (Table l). u 

Hydatid disease is a public health problem in Asia, the 
Mediterranean, South America and Africa. With 
mniigration, the prevalence of the disease has increased in 
Europe and North America in recent years. M There has 
been considerable recent progress in the diagnosis and 
surgical treatment of hydatid disease 2A, ° Drug therapy and 
percutaneous aspiration have been successfully used to 
treat hydatid disease, and long-term results have been 
encouraging." 12 In view of the above, clinicians need to 
be aware of the prevelance of hydatid disease and the recent 
advances in its treatment. 

Life Cycle 

Echinococcus species require two hosts for completion 
of the life cycle. The definitive hosts are carnivores 
harboring mature tapeworms in the intestines. Metacestodes 
develop in the liver and other viscera of intermedate hosts, 
and under natural conditions, host assemblages are linked 
together in predator-prey relationship. Human beings 
become incidental intermediate hosts and do not complete 
the life cycle of the parasite. 

Adult Echinococcus species are small tapeworms 
measuring 2-11 mm in length. Each adult worm consists 
of a protoscolex, the cephalic end for attachment and 2 to 
5 segments, the proglottids. The scolex bears two rows of 
keratinized hooks and fore suckers. The proglottids are 
produced continuously from the neck region immediately 
behind the scolex. The terminal gravid proglottid contains 
several hundred fertilized eggs and is shed every 7 to 14 
days. Ovoid eggs have a diameter of 30-36 um and contain 
fully differentiated oncosphere. Eggs are shed with the 
feces of the infected definitive host. When ingested by a 
suitable intermediate host, the oncospheres hatch in the 
small intestines, become activated, penetrate the epithelial 
layer and migrate via blood or lymphatic vessels to the 
viscera. In the viscera, the oncosphere undergoes a series 


of reorganization events involving degeneration, cell 
proliferation, differentiation and vesiculation, resulting in 
the formation of primary vesicle (metacestode) 
Metacestode develop into hydatid cyst by a process unique 
for each species of Echinococcus Scoleces are formed 
within the cysts which when ingested by the definitive 
host (eating offal of intermediate host) develop into adult 
tapeworms. 

Cystic Hydatid Disease 
Geographic Distribution (Figure I) 

E. Granulosus is a cosmopoltan parasite and has at least 
six genetcally distinct strains, two of which are irelevant 
to human infection. The sylvan strain is maintained in 
wolves and wild ungulates m Northern Alaska. Canada 
Scandinavia and Eurasia The pastoral strain is maintained 
in dogs and domestic ungulates throughout the world \losi 
of the human infections occur from pastrol strain 
maintained between dog and sheep Endemic regions of 
human hydatid dsease include the southern parts of South 
America (Uruguay and Argentina), the Mediterranean 
region, the Middle East, many parts of Africa (especially 
Kenya), Southern and Central Russia, Central Asia and many 
regions in China (especially Xinjinag province) The 
majority of patients reported in Austria, Germany and 
Switzerland are immigrants from the Mediterranean region 
The disease has been eradicated in Iceland and disease load 
Cyprus by control measures. In the United States, most 
infections are seen in immigrants from enedmic areas, but 
autochthonous transmission is currently recognized in 
Alaska, California, Utah, Arizona and New Mexico The 
annual iincdence of human infecton in endemic areas \ aries 
widely (<1 to 220 per 100,000 per annum) from region to 
region. 1 '*- 13 

Pathogenesis and Pathology 

Dogs nfected with the tapeworm. E granulosus, pass 
eggs in their feces and the cestode eggs adhere to the hair, 
muzzle and paws of the arumal Humans become infected 
in the course of playful and/or intimate contact with the 
infected animal. The eggs hatch in the small intestine, liberate 
oncosphere that burrow the mucosa, migrate via vessels 
or lymphatics to distant sites, and develop into a 
metacestode. The metacestode develops into a unilocular 
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FIGURE I Geographical distribution of cystic hydatid disease 



FIGURE 2 Lite cycle of Fchumcoccus granulosus. The parasite 
completes the life cycle between dog. the definitive host and sheep, the 
intermediate host. Human bongs become incidental intermediate hosts and 
d<> not complete the life cycle of the parasite 



Morphology of cystic hydatid disease Panel A shows 
! ft upper lobe lung with a large hydatid cyst. Panel U shows 
" ! ivory-white laminated membrane of the cyst Panel C shows 
' ! "> r > " f '>>c laminated membrane The inner dark staining 
'll t'crmin .1 layer of the cyst Panel D shows two evaginated 
‘-"lice-, within brood capsules 


fluid-filled cyst (Figure 2). 2IOIJ 

E granulosus cysts following primary infccton may 
inhabit any anatomic site. The two most common organs 
involved are liver (65%) and lungs (25%). Cysts of the 
sylvan strain prcdomnanlliiy localize in the lungs Other 
less common sites affected by cysts include the muscles 
(5%). spleen (1%). bones (3%), kidneys (2%). heart (1%). 
pancreas (1%) and central nervous system (1%). The 
majority of patients have single-organ nvolvcmcnt (87%) 
and harbor a solitary cyst (72%). Secondary' infection 
follows cyst rupture and scoliccs can grow in the 
peritoneum, plcura.’broncial tree and bile ducts or be earned 
via blood stream to distant organs. Cyst size ranges from 
1 to 15 cm and cyst growth varies from 1 to 30 mm per 
year au 

Hydatid cyst wall consists of inner germinal layer and 
outer laminated membrane (Figure 3). Surrounding the wall 
is the pcricvst. which has an outer zone of compressed 
liver cells, middle zone of heavy lymphoplasmocytic 
infiltrate and inner tough zone formed of collagen The 
cyst fluid is crystal clear with a specific gravity of 1012 
and contains salts, enzymes, proteins, and toxic substances, 
and is antigenic. The germinal layer forms small cellular 
masses projecting into the cyst cavity, which vesiculate to 
form brood capsules. In each brood capsule, multiple 
protoscolices (head of the future worm) develop on the 
inner surface of their walls by asexual budding Brood 
capsules and protoscolices may be released into the cyst 
fluid to form hy datid sand Protoscolices have a potential 
to develop into adult tapeworm within the gut of the 
definitive host, differentiate into secondary cysts when 
released following cyst rupture (cctogcmc vcsiculation), 
and form daughter cysts within the mother cyst by 
endogenic vcsiculation. each daughter cyst is a true replica 
of the mother cyst and has a germinal layer and laminated 
membrane and contains brood capsules and protoscolices. 
Daughter cysts may be packed together in the mother cyst 
(multivesicular cyst) or float freely in the mother cyst 
cavity. In older cysts, the contents degenerate forming a 
gelatinous amber-colored structure called the matrix. The 
matrix gives a pseudo-tumor appearance on imaging tools 
and can be confused with pus by the surgeon Calcification 
can occur in the pcricvst, mother cyst and daughter cyst 
Calcilication ofcn'docy st indicates that the cyst is nonviablc 
However, calcification of the pcricyst is found in one-third 

— occurs m the stages of cyst development. 2 

Clinical Manifestations 

Infections arc usually acquired during childhood, 
however, most eases of cystic hydatid disease present in 
adults in the third to fifth decades of life, with equal sex 
distribution The clinical features depend upon the organ 
involved, site of organ involvement, stage of cyst 
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Agent 
Species 
Adult size 
Definitive host 
Intermediate host 
Human disease 
Occurrence 
Mode of infection 

Lesion appearance 
Calcification 

Organs involved 
Primary 

Spread 

Presentation 


Mortality untreated (10 
years) 


Echinococcus granulosus 

2-7 mm 

Dog. wolf, jackal, lion 
Sheep, cattle 

Common 

Contact with infected dogs 

Fluid filled unilocular cyst 
Ringlype (30%) 


Liver (65%), lung (25%), 
others 
By rupture 

No symptoms, mass effect, 
rupture, infection 


Unusual (<5%) 

(anaphylaxis/complicatcd 

cyst) 


Echinococcus multiocularis 

4-11 mm 
Foxes 
Rodents 

Uncommon 

Contact with fur from infected fox, 
ingestion of contaminated wild bemes 

Solid mass 

Microcalcification or plaque like foci 
(70%) 

Liver (100%) 

Contiguous, metastatic to lung, brain 
Invasive liver mass, liver failure, 
cholestasis, Budd chiari, portal 
hypertension, lung and brain involvement 

High (75-100%) 


Echinococcus vogeti Echinococcus oi,garth* 

1.9-2 9 tm 

Wild febd 

Spiny na 


1.9-3.7 mm 
Bash dogs 
Paca 


Rare Extremely m 

Contact with hunting dogs Contact with mfectedc* 
fed on paca 


Polycystic fluid filled 
Annular, bizarre, 
amorphous (50%) 


Polycystic fluid filled 
Not kn owl 


Liver (100%) Extrahcpatic (orbit othen) 


Contiguous 
Liver masses, liver 
failure, cholestasis, Budd 
chiari syndrome, portal 
hypertension 

High (>75%) 


Contiguou 
Exophthalmos, softtisw 


mu 


Not knows 


development and viability of the cyst contents. The majority 
of the cysts produce no symptoms and are detected as 
incidental findings on routine imaging or at autopsy. 
Symptoms of the disease are related to expanding mass, 
pressure on adjacent structures, infection and rupture of 
cyst contents into surrounding body cavities. 15 

Uncomplicated liver cysts usually present with dull ache 
in the right upper quadrant or a feeling of abdominal swelling 
or distension. Clinical examination is unremarkable except 
for enlarged liver with a rounded mass felt on its surface. 
A hydatid thrill may be elicited on a large mass pointing to 
its fluid content. Rarely, the mass is clacified giving it a 
hard consistency, and needs to be differentiated from a 
primary or secondary liver tumor. 1515 A large cyst in the 
hilar region can compress the common hepatic duct causing 
cholestasis. 16 Hepatic vein or inferior vena cava compression 
can cause Budd-Chiari syndrome. 17 Cyst rupture into the 
biliary tree causes obstruction of the ducts by daughter 
cysts and laminated membranes and presents as biliary colic, 
cholangitis and progressive cholestasis. 18 Cyst contents may 
block the ampullary orifice causing acute pancreatitis. Cyst 
rupture into the peritoneum causes immediate life- 
threatening anaphylaxis and if the person survivers, the 
scolecess implant on the peritoneal surface resulting in 
extensive peritoneal hydatidosis. 19 ’ 20 A cyst can rupture into 
the pleural cavity or lung and can establish cystobroncial 
fistula. 15 Rarely, cyst can grow on to the skin along a sinus 
tract following surgery or percutaneous drainage of the 
cyst. 21 Infection of the cyst follows tear in the laminated 
membrane and soilage of the cyst with bile or blood. 
Infected hydatid cyst has clinical features of a liver 
abscess. 15 


no 


Intact hydatid cysts in the lungs often cause 
symptoms. However, a large cyst may cause pressure 
symptoms and lead to cough and hemoptysis 
Coi lplications arise when the cyst ruptures cither into the 
bronchial tree or pleura. Bronchial rupture manifests with 
cough, chest pain and dyspnea. Spontaneous cures arc 
known, as laminated membranes may be coughed up 
leading to collapse and disappearance of the cyst cavity. 
Rupture of cyst contents into the pleural cavity may cause 
allergic reactions including anaphylaxis, pleural effusion, 
pleural implanation and empyema. Infection of the cyst 
follows leakage of the cyst and presents as lung abscess |S 

Involvement of other organs can lead to %aricd 
manifestations, namely soft tissue fluctuant swelling 
(muscle cysts), raised intracranial pressure and focal 
epilepsy (cerebral cysts), segmental portal hy pertension 
(splenic cysts), acute pancreatitis and obstructive jaundice 
(pancreatic cysts), bone pain, swelling and pathological 
fractures (bone cysts), paraplegia (vertebral body c\sts). 
conduction defects, pericardial effusion and cardiac 
tymponade (cardiac cysts), loin pain and hematuria (kidney 
cysts), unilateral exophthalmos and blindness (orbital 
cyst). 2224 

Diagnosis 

Routine hematological and biochemical tests do not help 
in diagnosis of cystic hydatid disease. Serology and imaging 
tools establish diagnosis. 

Serology 

Serology detects specific scrum antibodies or circulatin', 
antigen by a varictv of immunodiagnostic methods cl 
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these, the enzyme immunosorbent assay (ELISA) 
employing hydatid fluid antigen for detection of 
echinococcal antibodies (IgG) in the serum is the most 
widely used. This test has a sensitivity of 80%-100% and 
specificity of 88%-96% in hepatic cysts. However, the 
sensitivity of this test is around 50%-56% in pulmonary 
cysts and 25%-56% in cysts involving other organs. False¬ 
positive test can occur in normal persons from endemic 
areas and in those with other parasitic infections. 2S " 26 Positive 
test results need confirmation by the arc-5 
immunoelectrophoretic (IEP) test, which detects antibodies 
against immunodominant and specific antigen (antigen 5) 
of the cestode. This test does not cross-rcact with 
nonccstode parasites. Cross-reaction with Taenia solium 
cysticercosis does occur and need to be differentiated in 
regions where both infections arc prevalent. 27 Serological 
tests have limitations in monitoring patients after surgery, 
percutaneous drainage in monitoring patients after siurgery. 
percutaneous drainage or drug therapy. The antibody titers 
rise following surgery and percutaneous drainage. The titers 
start falling at 3 months and become negative in a period 
of 12-24 months. 12 

PCR using recombinant DNA antigens is valuable in 
defining particular species of E. granulosus. This has been 
effectively applied in the control of the disease and 
development of an animal vaccine. 28 

Imaging 

A number of imaging tools are available to define hydatid 
cysts and need to be utilized judiciously. The selection of 
these tools depend upon the organ to be imaged, the status 
of the cyst (intact, ruptured or infected) and adjacent 
structures which need to be assessed. 2IR - 29 Plain 
radiography has a role in lung and bone cysts. A plain film 
of chest shows intact cyst as sharply demarcated round- 
to-o\ al homogenous mass of variable size. Pulmonary cysts 
do not calcify, and daughter cyst formation is rare. Rupture 
of the cyst wall may present as the air meniscus sign 
(radiolucent air shadow between pcricyst and intact 
cndocyst); the double arch sign (air delineating wall of the 
pcricyst. the outer arch and detached wall of the endoevst, 
the inner arch); and the water lily sign (collapsed wavy 
cndocyst membranes floating on the top of remaining cyst 
fluid). Bone cysts occur in the pelvis, vertebral column, 
long bones and skull, and cause expansion and destruction 
ol the bone without fhc bone. The lesion often crosses the 
joints and involves adjacent bones. A plain film of abdomen 
may show liver cyst calcification. This occurs in the 
cctocyst and is typically curvilinear (egg shell calcification). 
Encocyst calcification is spotty in nature and appears as 
speckled calcified densities. Cysts at other sites may calcify 
and arc shown on plain films of the organs. J0 ' }| 

Abdominal cysts, particularly in the liver and cysts in 


soft tissues, are well visualized by ultrasound. Cysts may 
appear univesicular, rounded with well-defined margins 
containing pure fluid, or multivesicular (daughcr cysts) with 
pure fluid collection iin each vescle. Cysts may have 
hyperechoic solid pattern (pscudotumor appearance) or may 
have reflective wall suggestive of calcifiction. rupture of 
liver cysts into the bile ducts can be suspected on ultrasound 
Ultrasound appearances include dilated bile ducts, non- 
shadowing echogenic structures within the ducts and loss 
of continuity of the cyst wall adjacent to the bile duct 
representing site of communication. However, ERCP is 
the recommended tool and reveals filling defects of varying 
shape and size in the dilated bile ducts and leakage of 
contrast medium into the cyst cavity. 26 

Computed tomography is the method of choice for 
detecting lung, brain and bone cysts. It has an advantage 
over ultrasound for cysts at other sites for better 
documentation of site, size and structure of cyst and for 
monitoring of lesions during chemotherapy and following 
surgery, daughter cysts and detachment of membranes, if 
any. Magnetic resonance imaging may show a characteristic 
intense rim. Angiography and scientiigraphy have no major 
advantage over above imaging tools and are rarely employed 
in this setting. 2-4 

Diagnostic puncture of cysts is only justified when 
imaging and serological tests do not permit discrimination 
between hydatid cyst and neoplasm. It carries risk of 
anaphylaxis and spillage of cyst contents with secondary 
echinococcosis. 5132 

Treatment 

Treatment options for cystici hydatid disease are 
surgery', drug therapy and percutaneous drainage. Surgery 
has the potential to remove cysts and lead to complete 
cure. Surgical procedures of choice include cystectomy 
with removal of the germinal and laminated layers and 
preservation of pericyst. Cavity is either tightly drained, 
closed or packed with omentum (omentoplasty). 
Occasionally, cyst is removed by total pericystectomy, 
partial hcpatectomy or segmentectomy. Surgery is the 
treatment of choice n large hepatic cysts with multiple 
daughter cysts, subcapsular or pcdenculatcd liver cysts, 
infected liver cysts, cysts communicating with bile ducts, 
and cysts in the lungs, brain, kidney, bones and other organs. 
Surgery is contraindicated in patients at extremes of age, 
pregnant women, patients with co-morbid diseases and in 
those with multiple cysts and cysts, which are difficult to 
access. Operative mortality varies from 0.5%-4.% in 
centers with adequate medical and surgical facilities. Cyst 
fluid spillage can occur during surgery resulting in 
anaphylaxis and/or secondary' echinococcosis (2%-25% 
of cases). I0 - VV55 

Two benzimidazoles (mebendzole and albcndzole) and 
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praziquantel, and isoquinolone derivative, have scolicidal 
activity and have been used in over 1000 well-documented 
patients with cystic hydatid disease. Mebendazole is poorly 
absorbed, and soclicidal drug levels are achieved with a 
daily dose of 4-50 mg/kg adminsitered orally in divided 
doses. Albendazole is better absorbed, and the usual daily 
dose is 10-15 mg per kg. Drug dosing with a fat-rich meal 
improves intestinal absorption. Cyclic treatment (three 1- 
month courses with intervals of 14 days) has been widely 
used. Recent data show that uninterrupted drug therapy 
for 3-6 months has better efficacy with no increase in 
adverse effects. Praziquantel is administered at a dose of 
40 mg/kg once a week concomitantly with benzimidazoles, 
and has been shown to increase the soclicidal activity of 
the imidazoles. Chemotherapy achieves a cyst disappearance 
of 30%, partial response in another 20% and no response 
in 40%. It is effectve in small cysts (<4 cm diameter), 
cysts with thin walls and in younger patients. It is indicated 
n patients who are high risks for surgery, in patients with 
multiple peritoneal cysts, to prevent secondary 
echinococcosis after spillage during surgery, and as a 
concomitant therapy with ipercutaneous drainage. 
Imidazoles are hepatotoxic, can cause neutropenia, 
thrombocytopenia, alopecia and are potentially embryotoxic 
and teratogenic. 11 -' 6 ' 41 

Recently, percutaneous drainage of hepatic hydatid 
cysts, popularly known in Europe as the PAIR (Puncture, 
Aspiration, Installation of scolicidal agent and Reaspiration) 
technique has gained acceptance. 42 48 The procedure is 
minimally invasive, cost-effective, involves reduced hospital 
stay and and has less morbidity and mortality than surgery. 12 
It is the treatment of choice in patients with hepatic hydatid 
cysfs who either refuse surgery or have significant co- 
morbid diseases.' 6 The procedure is highly effective in 
intact univesicular and multivesicular cysts with few large 
daughter cysts, cysts with diameters of over 5 cm and 
multiple cysts in different liver segments. Cysts relapsing 
after surgery or failed to regress following chemotherapy 
are amenable to percutaneous drainage. The procedure 
cannot be done in superficial or pedenculated cysts, small 
volume cysts, cysts with honeycomb appearance (multiple 
small daughter cysts), cysts with dominant solid 
component, and those with infection or communicating 
with bile ducts. The procedure is associated *vith possible 
complications of liver puncture (bleeding, bile peritonitis), 
anaphylaxis, allergic reactions and biliary communciations. 36 
Inadvertent installation of sclerosing agent into a cyst with 
biliary communiation can cause sclerosing cholangitis. 49 50 
Long-term follow up has shown that secondary 
echinococcosis does not occur following percutaneous 
drainage. 21 

Endoscopic therapy has been used in a small number 
of patients with hepatic cysts which have ruptured into 
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FIGURE 5. Polycystic hydatid disease with cholestasis. Panel A shows 
contrast-enhanced CT scan of upper abdomen. Left lobe liver is replaced 
by large multicystic mass with involvement of surrounding structures. 
Panel B shows a cholangiogram obtained at ERCP. Common bile duct in 
its upper part revealed a complete obstruction by infiltrating cyst. Panel C 
shows resected left lobe liver revealing multicystic mass. Each cyst was 
fluid filled with surrounding laminated membrane. The hooklets from the 
fluid had characteristic morphology of Echinococcus vogeli. 

bile ducts. At ERCP, encoscopic sphincterotomy is 
performed; laminated membranes and daughter cysts are 
extracted, and a nasobiliary drain is placed in the bile duct 
The cyst regresses and disappears over the next 4-6 
weeks. 12 - 20,44 51 Laparoscopic removal of hepatic cysts have 
been reported and liver transplant has been performed in 
extensive hepatc hvdatidosis not amenable to surgical 
resecton. None of these modalites ha\e been evaluated in 
controlled trials. 52 53 

Alveolar Hydatic Disease 
Geographic Distribution (Figure 4) 

E. multilocularis has limited distribution in the northern 
hemisphere, within a belt stretching from the Northern 
Tundra zone southward to some regions around the 40th 
to 45th degree of northern latitude. 13 Human alveolar 
hydatid disease has been reported in central parts of Europe 
(Southern Germany, Western Austria. Switzerland and 
Eastern France), some parts of Russia (Siberia). Eastern 
Azerbaijan, some parts of Turkey (Eastern Anatolia; 
Northern Iran, Northern Afghanistan. Northern lndu. 
(Kashmir), Northwestern Canada. Western Alaska (X 
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Lawarence Island) and Northern Japan (Hcfkkaido). The 
annual incidence of human infection is low (0.03 to 1.2 
per 100,000 per annum) in most of the areas where disease 
is reported. 54-57 

Pathogenesis and Pathology 

Humans are exposed to E. multilocularis by direct 
handling of the infected fox carcass or through ingestion 
of beries contaminated with cestode eggs. The egg hatches 
in the small intestines, release the oncosphere which 
penetrates the mucosa and is carried via blood or lymphatics 
to the liver. In the liver, metacestode divides asexually by 
lateral budding of germinal tissue and the secondary vesicles 
invade and infiltrate the surrounding host tissue. 
Surrounding each vesicle, there is intense host cell response 
consisting of epitheloid cells, lymphocytes and thick 
collagen tissue This gives rise to a tumor, which may 
cavitate in the center. Calcification of the lesion is seen in 
over 70% of the cases and occurs as clusters of micro¬ 
calcifications or plaque-like calcific foci, with irregular 
distribution in central or peripheral parts of the lesion. In 
humans, the parasite does not form protoscoliccs and is 
made of a thin cuticle with non-germinative membrane 
demarcating a small cavity. 

occurs in the liver in all cases. The 
disease invades bile ducts, portal veins, hepatic veins and 
inferior vena cava and the adjacent structures beyond the 
organ borders. The disease metastasizes via the blood stream 
and lymphatics to distant organs namely lung, liver and 
bone The growth of alveolar cysts in liver and other body 
organs is very slow and requires 5 to 15 years for the cyst 
to become symptomatic. 54 

Clinical Manifestations 

The age of presentation of the alveolar disease is in 5th 
decade and beyond, with equal sex distribution. The disease 
has insidious onset and is detected as an incidental finding 
in over one-third of patients. 13 Hepatic disease presents as 
fatigue, epigastric pain, abdominal mass, and abnormal liver 
function tests. The disease has chronic progressive clinical 
course. OVcr the years, patients dcvleop progressive 
hapatic failure (extensive hepatic infiltration), cholestatic 
jaundice (biliary obstruction), Budd-Chiari syndrome 
I hepatic venous outflow obstruction), protal Itypertension 
(portal venous obstruction) and ascites (peritoneal 
involvement). Hepatic lesion can also grow into the pleura, 
lungs, inferior vena cava, right atrium, pericardium,* 
rctropcritoncum, kidneys and pancrease. This results in 
varied clincial manifestations depending on the organ 
involved. Apart from contiguous spread, the parasite 
metastasizes to the lungs, brain and bones resulting in 
multiple foci of Echinococcus infection. If untreated, the 
disease results in death in most of the patients in around 


Diagnosis 

The routine laboratory tests do not help in the diagnosis 
of alveolar hydatid disease. However, such tests help to 
assess the extent of hepatic involvement. 

Serology 

Serologic tests are very useful in diagnosis. Enzyme 
immunoassay using specific antigen Em2plus (mixture of 
purified metacestode antigen Em2 and a recombinant Emil/ 
3-10 antigen) has a sensitivity of 97.1% and specificity of 
98.9% in the diagnosis of alveolar hydatid disease. 

Imaging 

The parasite liver lesions have varied ultrasound patterns 
solid heterogeneous echo texture with multiple echogenic 
nodules (hailstorm pattern), echogenic area associated with 
cystic zones (geographical map pattern) and transonic 
pseudocystic necrotic zone with debris. CT scan reveals 
heterogeneous hypodense mass, which docs not enhance 
with intravenous contrast. Clustered micro-calcificaton and 
characteristic perinecrotic plaque-like calcification are 
detected in these lesions. Magnetic resonance imaging is 
very' useful in assessing the spread of disease to hepatic 
veins, portal veins and bile ducts. ERCP and hepatic 
venography may be needed to find the site and extent of 
bile duct and hepatic vein disease, and for possible dilation 
and stenting. 56 - 57 

Treatment 

Treatment options include redical resection of the 
involved liver segments or other affected organs, long¬ 
term chemotherapy and liver transplantation. Radical liver 
resection is considered inpatients with localized liver disease 
without involvement of major blood vessels and distant 
metastasis. Around 20%-40% of patients at presentation 
are amenable to radical liver resection. Hemihepattectomy 
or extended (trisegment) liver resection can be performed 
with operative mortality of 0%-5%. Following radical 
surgery, chemotherapy is recommended for two years and 
disease surveillance for 10 years. Long-term survival in 
patients with radical resection is nearly 100%. 36 54 

Long-term (life-long) chemotherapy is indicated in 
patients with inoperable disease or in those with incomplete 
surgical resection. Benzimidazole derivatives (mebendazole 
or albendazole) are generally well tolerated, and adverse 
reactions are usually mild and transient. These drugs 
suppress metacestode growth and stabilize tumor size. 
Tumor regression occurs in around 20% of patients. 
Surveillance of patients on chemotherapy has shown 
marked improvement (10-year survival of 80%-83%, and 
a 15-year survial of 53%-83%) when compared to historical 


patients on no chemotherapy (10 year survival of 0%-25% 

and a 15-year survival of 0%). ,w# 

Liver transplantation has been performed in a small 
group of patients with extensive liver involvement and liver 
occurs in around half of patients within one year of 
transplant. Six-year suvival of 66% has been reported. In 
view of disease recurrence, adjuvant ost-transplant 
chemotherapy is recommended. 60 

Polycystic Hydatid Disease 

Polycystic hydatid disease is the developed mctacestode 
of E. vogcli or E. oligarthrus in humans. E. vogcli is a rare 
human disease, and sporadic human cases have been 
reported in neotropical America (Panama, Ecuador. 
Colombia, and Venezuela) and French Guiana (Suriname) 
(Figure 4). e. oligarthrus is an extremely rare human disease 
and only isolated case reports have been recorded from 
Vcnezulea, Brazil, India and suriname. 6 '- 64 

Pathogenesis and Pathology 

Bush dogs, the definitive hosts, play little role in direct 
exposure in humans. In contrast, hunting dogs fed on the 
raw viscera of pacas get infected and then expose humans. 
E. vogeli and E. oligarthrus metacestodes develop by 
endogenous proliferation of membranes in a unique fashion 
resulting in the formation of polycystic masses (Figures 
5). Cysts of varying size are grouped together, each 
containing a yellowish fluid or gelatin-like substance. Cysts 
are often packed with proliferated laminated membranes 
that beome convoluted giving a cerebroid configuration. 
Brood capsules and protoscolices are formed within the 
cavities. Cysts are surrounded by a chronic inflammatory 
foreign body granulomatous reaction similar to that 
observed in parasite-induced granulomas. The larval 
structures often degenerate with secondary calcification. 
Calcification is seen in around half of cysts and may be 
annular, bizarre or amorphous. 61 

Liver is the primary site of infection in E. vogeli. 
Surrounding structures, like diaphragm lungs, pericardium, 
heart, mesentery and omentum, can be involved by 
contiguous spread. In contrast, E. oligarthrus produces 
polycystic disease in only extrahepatic tissue, namely orbit, 
lower jaw, heart and other sites without liver involvement 5 * 61 

Clincial Manifestations 

Polycystic hydatid disease of the liver presents in the 
fourth decade and beyond. The majority of patients present 
with abdominal pain, abdominal distension, fever and weight 
loss. Clinical iexamination reveals hepatomegaly and hard, 
round masses on the liver surface. The disease is slowly 
progressive and clinical course is complicated by 
progressive liver failure, cholestasis, portal hypertension 
and involvement of surrounding structures. 58 
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Diagnosis 

Serologic tests are positive in most of the patients, 
especially in those with hepatic involvement E. vogeli and 
E. oligarthrus share antigens with other Echinococcus 
species, thus current immunodiagnostic tests do not permit 
specific diagnosis of polycystic disease. Ultrasound. CT 
scan and MR1 are useful in defining polycystic large fluid- 
filled larval cestode lesions with diffuse calcification. 
However, specific or characteristic findings of these cysts 
have not been reported in detail. Aspiration of the cysts, 
espeically in the extrahepatic sites, is recommended and 
shows scoleces. Species diagnosis and differentiation is 
possible by examining the sizer and shape of rostcllcr 
hooklets in the scoleces. Anaphylaxis has been reported 
with aspiration of soft-tissue cysts, and needs to be done 
under close patient monitoring. 61 ' 64 

Treatment 

Radical surgical excision of cysts in the soft tissue, il 
possible, is the ideal treatment. Albendazole thcrap> prior 
to and following excisiion is recommended, particularly il 
the excision is not complete. Liver cysts need radical 
excision if localized. Extensive disease can be treated by 
long-term albendazole and praziquantel therapy. 01 ' 64 
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“Laparo Update 2002” an international conference and live Laparoscopic Workshop, was jointly organized 
Medical College, Srinagar and MCI on the 25th and 26th of 
October 2002 at SKICC and SMHS Hospital. Srinagar The 
Programme included a CME/Paper Presentation on the 25th 
and a Live Operative Workshop on the 26th October Over 
350 delegates of National and International repute took part in 
the conference There was a distinguished faculty of surgeons 
from both India and abroad who took part in the demonstration 
of various Laparoscopic procedures It was the first ever such 
type of conference to be held in the valley 

The Conference was inagurated on the 25th October by 
the Chief Guest. Mr I S Mallu. the then Chief Secretary to 
Go\l. of J&k at 10 a m. This was followed bv the Welcome 
address by the Organising Sect Dr Muneer Khan, Prof and 
Head. Deptt of Surgery, G.M.C., Srinagar. The Chairperson, 

Prof Praveen Kour, Principal G.M.C., Srinagar also addressed 
the gathering. Among other eminent dignitaries who also spoke 
on the occasion were the Guest of Honour, Mr H L. 

Kadalbaju. the then Commissioner / Sect Health and Medical 
Education Dept , Govt of J&K; Dr Mustafa Kamal, Ex-Minister for Health and Medical Education Dept , Govt of J&K 
Dr Nazir Ahmad Salroo. joint organising Sect delivered the vote of thanks Following that, the “Souvenir” was released 
by Mr H L Kadalbaju Dr Mustafa Kamal inaugrated the “Scientific Exhibition” which included stalls of various 
Pharmaceutical companies and Laparoscopic/General Surgical equipment A tea/refreshment break preceded the session 
of Guest Lectures 

Among the various Guest Lectures/Video Presentations delivered on the occasion were 

1 Role of Laparoscopy In Acute Abdominal Surgeries Dr R Sarangi, Consultant Sir Ganga Ram Hospital 

2 Laparoscopy from candlelight to Sunlight. Dr G R Mufti, Consultant Urologist & Director and Chairman Medwav 

UK. ’ 

3 Role of laparosocopy in Colorectal Cancer Dr Deep Goel, Consultant Sir Ganga Ram Hospital. 

4 Laparoscopic treatment of Aortic Aneur>sm. Dr Ashok Gupta, Consultant Sir Ganga Ram Hospital. 

5 Instrumentation in Laparoscopic Surgery with special reference o Lap Ureterolithotomy. Dr. Sameer Rai- Consultant 
Urologist, Prem Rai Hospital, Amritsar. 

6 Personal experience from Open to Laparoscopic surgery - Dr Sheetal Singh; ex-H.O D Surgery, G.M.C. Jammu 
& Ex-Principal G.M.C. Srinagar. 

This was followed by Lunch Break after which the Scientific Session started Some of the Papers/Video presentations 
that were presented during this session were: .« 

1 Dr Deept Goel - Hand Assisted Laparoscopic Surgery 

2 Prof Muneer Khan - Lap Ureterolithotomy 

3 Dr Sheikh Add Bashir - Laparoscopic Treatment of Hydatid Cyst Liver 

4 Dr. Farhan Khan - Laparoscopic Retroperitoneal Nephrectomy. 

5 Prof N.A. Wani - Biliary Injuries in Lap Cholecystectomy. v'j* 

6 Dr Shahida Massarat - Lap Assisted Vaginal Hysterectomy. 

7 Dr Nazir A Salroo - Lap Appendectomy for acute appendicitis. 

Dr G M Sheikh - Adv. of Lap. Surgery. 

1 Dr Ajaz A Rather - Complications of Lap. Cholecystectomy. 

1 A Wani and Dr. Yousuf Tak - Anesthetic considerations in Lap. Srugery. 

Dr Nisar A. Wani - Role of Laparoscopy in Oncology. 

' - 1 )r Manzoor Qazi - laser in Arthroscopic Surgery. 

1 1 ft of Gh. Jeelani and Dr. N.A. Khan - Management of Bladder tumors in Kashmir. • j 







Inaugration. Stltlng tor L to R: Prof. Muneer Khan (Organising 
Secretary) Mr M L. KadalbajufCommissioner Secretary H&ME) Afr / 
Malhi (Chief Secretary) Dr Parveen Kour (Principal GMC) Dr Nan 
Salroo (Joint Organising Secretary is Standing) 
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This was followed by a cultural programme organized by the students of 
G.M.C. Srinagar and an elaborate dinner at SKICC, Srinagar 

On the Morning of 26th October, a live operative workshop of laparoscopic 
surgery was held with a two way audio-visual system between the auditorium 
and the operating theatre. The following procedures were demonstrated 

1. Lap. repair of Inguinal hernia - Dr R Sarangi, Consultant, Minimal 
Access Surgery, Sir Ganga Ram Hospital, New Delhi. 

2. Lap Spleenectomy - Dr Deep Goel. Consultant Laparo Surgeon and 
Colorectal Surgeon, Sir Ganga Ram Hospital, New Delhi. 

3. Lap. Cholecystectomy with CBD exploration- Dr R Sarangi 

4. Lap. repair of incisional hernia - Dr R Sarangi 

5. Lap Ureterolithotomy - Dr. Deep Goel 

6. Lap. Assisted Vaginal Hysterectomy - Dr Shahida Massarat, Consultant 
Gaynecologist LDH, Srinagar 

7. Lap. Nephrectomy - Dr R. Sarangi. 

The workshop continued till 6 p in. after which a dinner was held at 
Hotel Grand Palace International 

This live international workshop was the first of its kind to be held in 
J&K Stateand was of tremendous benefit to young surgeons and medical 
students who witnessed these laparoscopic procedures for the first time. 

Dr X. A. Salroo 


XVI ANNUAL NORTH ZONE 
OPHTHALMOLOGICAL SOCIETY CONFERENCE 

North Zone Ophthalmological Society comprising cf the States of Himachal 
Pradesh, Jammu a nd Kas hmir. Puniab. Haryana and Union Territory of 
Chandigarh was 
established in 1987; 

Medical College 
Jammu had the 
distinction of 
holding the 1st 
conference of the 
society Annual 
conferences of the 
society has been 

held since then by _ _ 

each State in rotation. Two more conferences of the NZOS the 6th and lltli in 
the year 1992 ad 1997 were also held at Medical College, Jammu. 

XVI Annual Conference of the North Zone ophthalmological society was 

held on 26th and 27th October this year at a new venue, the upcoming complex 

of Acharya Shri Chander College of Medical Sciences, Sidhra, Jammu. The 

conference was inaugurated by Prof. R.R. Shamia, Vice Chancellor Jammu 

University. Dr. S.S. Soodan, Prof, and H O D. Ophthalmology, Acharya Slin 

Chander College of Medical Sciences, Sidhra, Jammu, took over as president 

of North Zone Ophthalmological Society. For the first time seven leading NGO's 

engaged in the field of eye care in the state were honoured at the conference 

More than two hundred delegates attended the conference. One hundred twenty- 

four delegates had registered from outside the State of Jammu and Kashmir, 

seventy four delegates had registered from within the state Conference 

programme also included a trade exhibition. In spite of difficult situation and 

militancy 26 pharmaceutical, surgical and non-surgical concerns took part in 
the exhibition. 



Consolidated 
Cybernetics Co. Pvt. Ltd. 

Consolidated Cybernetics Co. Pvt 
Ltd., a leading software development 
Company based at Coimbatore has been 
developing software solutions for the 
manufacturing and healthcare industry 
The Company which has ISO 9001; 2000 
certification has developed ‘Medisoft' 
consisting of 18 modules, catering to the 
entire gamut of Llie fast growing health 
care industry. Medsoft models are: 
Medisoft Chemist, Medisoft Laboratory, 
Medisoft Clinic, Medisoft Nursing Home 
and Medisoft Hospital Management 
System Medisoft is a proven software 
being used in several hospitals across the 
Country 

A key module ‘Medisoft Lab‘ tins 

now been tested andeertified by National 

#■ 

Software Testing Laboratory <NSTL) 
NSTL is the world’s leadniginformatioii 
technology testing and quality assurance 
organization with operations in the US, 
UK, Canada, Taiwan, China, Japan and 
India. 

For nearly two decades, NSTL has 
been on the forefront of most of the 
major advances in the IT industry and 
has tested thousands of products in 
categories such as vvireless devices, 
mobile computers, PCs. servers, 
peripherals and software applications. 
Major clients include industrial giants 
government institutions like 3 Com Corp , 
Acer, Canadian Federal Government. 
Compaq. Bell. Epson, HP, IBM. Intel, 
Microsoft, Symantee Motorola, Nokia. 
Philips Electronics, QUALCOMM 

Each month millions of IT buyers see 
the “NSTL - Tested" logo in pnnt and 
on tiie web, validating the functionality 
of IT products that have passed then 3- 
tier scrutiny. 

Consolidated Cybernetics lias 
received the approval to use the 
prestigious "NSTL tested" logo fot 
— ng of its Medisoft Lab 
2.0 application The * NSTL Tested" logo 
is awarded b\ NSTL Inc . an 
independent testing facility, based m 
PhiiadepJiin. USA. to those products th : 
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This year's conference had exciting programme in the form of free papers, 
symposium guest lectures and instruction courses. There were fifty papers 
which covered different aspects of ophthalmology The symposium on 
complications of Intraocular surgery was covered by eminent ophthalmologists 
of the region in about 20 papers 

Guest lecturers were delivered by Dr Atual Kumar from A l l.M S. New 
Delhi and Dr N. Shroff form Shroff Eye Hospital, New Delhi. Dr Atual 
Kumar delibereated on ( 1 ) Indocyanine Green and Flourescien Fundus 
Angiography imaging in Age Related Macular Disease. (2) Posterior Vitcrous 
Retraction-recent advances in management. Dr. N. Shroff delved on 
Phacoemulsification in difficult situations Delegates showed keen interest 
and appreciated the guest lecturers Instruction courses were held on 
ultrasonography in ophthalmology and sterilization and good O.T practices 
Delegates appreciated the quality & quantity of Scientific feast served to them 
at the conference The conference ended with a vote of thanks to the 
management of Acharya Shn Chander College of Medical Sciences for the 
help and facilities provided for organisation of the conference. 
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. 

; Tested” logo carries an unmatched 
|edibility and demonstrates the technical 
| excellence of the Consolidated 
Mil Co, Pvt,:!!lipii^CiMore 


; details of cern^i|^p|||||yaitable at if 
Willi site.^^(i^^Indta.coin, \ 


Dr. Madan Gopa / Gupta 

Organising Secretary, 


Dr Guran Ditto Mat 

Eye Clinic, 

Kachi Chctwni, Jammu. 


CONDOLENCE 


1 both its Quality Managin|lnf 
? (ISO 9001 : 2000) and product certifi^J 

* Mtli this, the Company expects to surge 

• ahead m die Health Care Management area 
| both in the India»;ahd global markets. The 

1**11111*111® in HOSP1 
1 MED1CA ASIA during 10th~ 12th 
; September 2002 at Singapore, the largest 
; exhibition of its kind for the Health Care 
; industry. 

Sill!! /?/?. Rangaswami 

; ■■ kaila »:; ■ : a'. 


A condolence meeting of the Departments of Pathology. Microbiology, an 
Medicine Govt. Medical College. Srinagar was held to pay tributes to Dr. Santos 
Kapoor (Sindhwani) Ex. Associate Prof. Department of Pathology GMC. Srinaga 
on hearing the sad and unbelievable news of her untimely death. The efficiency 
dedication and honesty of the doctor will always be remembered. The gatherin 
prayed for the departed soul. 

A similar tribute was also paid by the Executive Council of Medical facult 
association (MFA) Govt. Medical College Srinagar. In the condolence meeting hek 
on 20-11-2002 all the members expressed their sympathy with the bereaved famil 
and prayed for the departed soul. 

The Editorial Board of JK-Practitioner are also shocked by her untimely death 

and expressed their sympathies to Dr. Manhoar Lai Sindhwani and their children 

Maneesha and Sumaidha and pray to God give them courage to bear the irreparable 
loss. 

o r Dr M L Bhat Dr ■ Mlr Na2ir Ahmad 

President IMA Hed Deptt of President 

Kashmir Branch Pathology GMC MFA. Srinagar 

Srinagar 

Announcement: 

Medicine Update. (International Conference on Recent Advances in Medicine) 
is being held from 18th-20th July 2003 in which a galaxy of overseas experts from 

USA / UK / Middle East and renowned experts in medicine within the country are 
expected to participate. For details contact: 

Overseas delegate: faroquekhan@yahoo.com. 

Indian delegate: Prof. G.Q. Khan. HOD Medicine 

Organizing Secretary 

SMHS Hospital Srinagar 

Tele No's (O) 0194-2452013 

Ext. 465 

(R) 0194-2430530 

E-mail: gqk@rediffmail.com., akmaliyah@hotmail.com 


Islamic Medical 
Association of North 
America 

IMANA Goes to China in 2003 
The 36th Annual and 7th International 
IMANA Convention will be held 
Insha Allah in Beijing, China from July 
24 to July 30, 2003. 

Due to the great interest in the Islamic 
history of China, the organizers 
anticipate a very large number of 
participants Therefore, participants will 
be divided into two major groups. The 
first group. Group A, will arrive in 
Shanghai on July 16, take tours of four 
cities, Shanghai, Lanzhou, Xian and 
Guilin, and reach Beijing to attend the 
conference before leaving for home on 
July 31. The second group. Group. B, 
will arrive in Beijing on July 24, attend 
the conference through to July 30 and 
then leave for the tour of the four cities 
and return home from Shanghai on 
August 8. There will be a stay of six 
nights in Beijing and nine nights in other 
cities in total. 

Source: IMANA Newsletter Fall 2002 
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r AIM NATH CHOPRA 
n 7.8.1882-13.6.1973) 

Ram Nath Chopra regarded as 

the father of Pharmacology in 

India was bom on August, 1882 

in a Punjab 

family, domiciled 

in the State of 

Jammu & 

Kashmir. In 1903 

he Joined the 
* • _ 

University of 
Cambridge for a 
degree in 

medicine.There at 
a latter date he 

I • 

came under the 
influence of 
Dr.Walter E Dixon the first 
professor of pharmacology at 
Cambridge.lt is this influence 
which shaped Ram Nath 
Chopra into a keen 
Experimental Pharmacologist. In 
I 908 he was awarded a degree 
of MD (Medicine) for his 
Original experimental work 
related to the action of various 
drugs on ciliary movements. 

On his return to India he was 
required to do military duty as 
an officer in the Indian Medical 
Sei~vice.lt was after about a 
decade that an oppoumity came 
for him to impart his skills to 
others.In 1921 he was 
appointed Professor of 
Pharmacology in the newly 
established Calcutta School of 
Tropical Medicine.At the same 
time he was also appointed to 
the chair of Pharmacology at the 
Calcutta Medical School. This 
dual responsibility not only 


fulfilled his appetite for research 
but also realized his ambition to 
follow in the footsteps of Prof. 
Dixon.He was the first in India to 



give lectures/demonstrations to 
undergraduate medical 
students.At the Tropical School 
of medicine he would go into 
extensive investigations into the 
merits and demerits of Indian 
folklore medicine. 

This dual role .as he himself 
points in his writings afforded 
wonderful opportunities of 
putting Pharmacology on the 
“Medical Map' oflndia.It was 
not an easy task to transform 
Pharmacology into an 
independent discipline from the 
“materia medica” taught by 
professor of clinical medicine at 
a hospital.By the time he retired 
from active Indian Medical 
Service in 194 1 most of the 
medical schools in India had 
established independent chairs in 
Pharmacology. 

Among his many publications 
the following are considered 
reference works of great 


signifiance-1 Indigenous drugs of 
India 2.Glossary of Indian 
Medicinal Plants 3.Poisonous 
Plants of India 4. Drug addiction 
in India. 

Several honours and awards 
were conferred on RN Chopra in 
recognition of his outstanding 
contributions to Indian 
Pharmacology. In 1953.he was 
appointed Honorary Physician to 
King (George V) and was 
promoted Colonel with Brevet 
rank.In 1938 he was elected 
fellow of the Royal College of 
Physicians (FRCP),London and 
was knighted by the British 
Government in 194 1. He was 
appointed president of National 
Institute of Science in I 939. He 
was also a recipient of the Minto 
Gold Medal (1925).CIE (1934) 
and the Squibb Award He was 
appointed the Director ol the 
Drug Research Laboraum at 
Srinagar between 194 1 and I 5 7 
and Honorary Scientific Ad\ isoi 
to the Regional Research 
Laboratory. Jammu from 1958 
onwards. 

Dr. Chopra was well known 
for his humility.courtesy and 
kindness.He was never at a loss 
to recite an Urdu or a Persian 
couplet appropriate to the 
occasion.He died in Kashmir on 
June 13,1973. Indian Posts and 
Telegraphs Department issued a 
Commemorative Postage stamp 
in honour of Brevet Colonel Sii 
Ram Nath Chopra on his I 10"' 
Birth anniversary on 
August, 1983 

Shaft qa 
As lam & Zaffar Abbas 
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Good News for Doctors Preparing for Post-graduate entrance examination (M.D., M.S. 

etc.) 

The institute of advance medical studies (AIMS) New Delhi has authorised us to open a booking centre for postal 
coaching for post graduate entrance examination in medicine. At present three different programmes run by them 


are: 

1. Full course cum test series 


2 Question Bank cum Test Series 


3. Postal Test Series 


8 Modules, 10 Test sessions 


6 Modules 10 Test Sessions 


12 Test Sessions 


Rs. 14,500.00 
Rs 9,500 00 


Rs. 3,500.00 


Scanning and evaluation of the test sessions will be done at Delhi and detailed results send to the students in a 
weeks time. 

For Details contact our office at: 

1. Jehlum Market Ilnd Floor, Batmaloo, Srinagar (Near JK Practitioner Office) 10 a.m. to 5 p.m. 

2 Peer Bagh Co-operative shopping complex. New Airport Road, Hyderpora 
(Near Dr. GM Malik’s Clinic) 8 am. to 11 am. 
or write to us at: 

I AMS Booking Centre PO. Box 884, GPO, Srinagar 190 001 


New Year Greeting 

& 

Best WisLes f rom: 

Prof. Malik's 

G.I.T EnJosconv Uni 


oscop y 


Unil 


Consultation by Appointment: 


1. Peerbagh Cooperative Shopping Complex, New Airport Road, 
Srinagar. (Saturday & Wednesday 8.00 a.m to 9.00 a.m.) 

2. Jehlum Market, Batmaloo, Near Bus Stand 

(Thursday 8.00 a.m. to 9.00 a.m, Sunday 10.00 to 1.00 p.m.) 
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Complete Hospital and Laboratory Furnishers 

And 

Pharmaceutical Distributors 


267, Nurshing Garh, Srinagar - 190010 (Kashmir) 
Phones: 471528, 478712 Fax: 0194 - 430645 

Grams: KESERLAND 
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Fax: 0121-2661108, 

Ph (Off) 2660905, 2662008 
(Factory) 2511270, 2525287 
deffdill@nda.vsnl.net.in 


daffodills 

pharmaceutical ltd. 

Jawahar Nagar, Rohta Road, Meerut 


(Zone (ZattcerM & (Zcwe 

Our People Make All the Difference! 


I Bulk Drug Manufacturers of Injectables, 
Tablets, Capsules, Oinments & Dry Powders 

I An ISO 9002 & WHO-GMP Certificate Holder 

I Approved & Recognised Suppliers DGS&D 


So te Distributors for Jammu & Kashmir State 

M/s HussaIn Brother 

Lambert Lane, Residency Road, Srinagar-190 001 
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With Best Compliments From: 

CAULSON £> CO 

1ST BRIDGE, SRINAGAR, KASHMIR; TEL. (O) 472145 (R) 474355 

E Mail, caulson@vsnl.com 


P.N N 




We Stock & Service 
Littmann Stetnoscopes 

Authorised Dealers of: 

Johnson & Johson Ltd. 

Ethicon, Codman, Endo, Hospital Products, Ortho & Ethnor Divisions. 

Birla 3M Ltd. 


Stryker Products. (USA) 

Manufacturers of 

Laparoscopic, Arthroscopic & Sinuascopic Equipments 

& 

Equipments for all Types of Orthopedic, Neurological & Spinal Surgeries 




▲L 

4 .Annual Ghulam Rasool Essay Contest 

Open to:- 

l mdcrgraduate and post graduate medical and dental trainees in 
Kashmir 



ission Date:- 


April 30 lh . 2003 


Submit to:- 

AFk Foundation 
c )5.Karol Place 
Jericho NY 1 1 753 

E mail:- 

laroquekhan r/ ; vahoo.com 
arfakhan@vahoo.com 

Awards:- 

Three Prizes 

Best judged submission will be invited to present paper at GMC-MCI 
sponsored conference in Srinagar in July 2003. 

Suggested topics:- 

I.Emerging worldwide antibiotic resistance. Implications for Kashmir 
with suggested remedies. 

OR 

2 Medical Ethics: Should physicians receive grants, gifts, 
sponsorships for conference from pharmaceutical industries. 


Prof.GM Malik 

C hairman Academic Committee 
CASS Union, 

Govt.Medical College,Srinagar 

















fastest 
growing bank 

in India... 

We at the J&K Bank are proud of our commitment 
to our customer. With the changing needs of todays 
customers, the J&K Bank has acquired the technology 
edge in all spheres of banking. Four decades of 
uninterrupted profitability and dividends has taken 
the J&K Bank to the forefront of the banking Industry 
- a custodian of the customers trust. 

The J&K Bank is fast developing into a financial 
supermarket.... offering a wide range of services and 
products to its customers on time-Consumcr & Car 
finance, Housing. Mortgage. Education, and Personal 
loans. From retail banking to joint Credit Cards with 
American Express and bringing good things to life... 
with life insurance from MctLife and non Life 
Insurance products & Depository Services. 

The future is now at the J&K Bank 


L_ _ _ _ _ Anywhere Banking... from Kashmir to Kerala. 

Corporate Headquarters Maulana A/ad Road, Srinagar - 190 001. Kashmir. Visit u* at w *tv jarnnmk,<l:«ni: Wmm 
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ECG RECORDER -108TMK VI 


• High Fidelity Recording • Sharp and Clear 
Trace • Electronic Lead Selection • Battery/ 
Mams Operations • Low cost single channel 
ECG recorder 


PULSE OXIMETER - OM 5509 


• LCD Display - ECG & SP02 • Built-in 
Battery. Light Weight & Compact • Modular 
construction • Multisite application • Easily 

upgradable fon*nonitor4i<j otheeparameters 

1 \ 1 • 

, * ‘ r J 


Authorised Distributor 
Sale 4 Service 

MEDICO SCIENTIFIC SERVICES CENTRE 
2nd Floor, Iqbal Shopping Complex 
Opp. Iqbal Park, Srinagar - 190 009 
Tel Fax: 0194-473022 




• Simultaneous Acquisition ol all 12 Leads irH 
just 10 seconds • Built-in Rechargeable Battery 
with Charger • Lead Marking • Parameter 
Calculation, Remote ECG Transmission . , 



BEDSIDE MONITOR - BM 53B9 


* Clear Display ECG on a Large. Non-fade. 
Solid Trace Memory Scope • Automatic Freeze 
of fhe late^t^nformatign in Second Channel 
on ‘Freeze o^'Distress fafafrn) condition 
^ i * . • . - y 





• Can oe used for Both Rest ECG and Stress 
ECG • Internationally accepted Protocols 

• User Programmable Protocols 



• 3. 4. 6 & 12 channel^ in A4 Format 

• Simultaneous 12 Lead Acquisition • Direct PC 
connection through MEDIBOX Cardioclip 
Software • Stress Test Program • Quantitatr/o 
and/ or Qualitative analysis • Display of ECG en¬ 
large LCD panel 





ULTRA SOUND SCANNER - US 910 


DEFIBRILLATOR - OF2389R 


• Portable, simple to use • 9" Display • Special 
Software Package for Cardiac and Obsletncs 
and Gynaecology applications • Muiti- 
Omicai capabilities 


MULTICHANNEL RECORDER - 8208 


CENTRAL MONITORING UNIT-CM 7497 


• 6 or 3 Channel Print Format • Amazing _ • Automatic Battery Charging and Battery 
simplicity (8 keys) • Quantitatove and/or Takeover in the tfveqt'of power failure 
Dualitfilfve Analysis of the Tracings • High • . PacHity for incorporating Paediatric and 

frequency response • Clear thermal array >•. infernal Paddles • Mempry Display ECG 
pnntingoo wkie 0ap«jj^ . y/aveformwuh Audible QRS Beeper 


• 3, 4, 6 & 12 channels in A4 format with 
interpretation • Easy to use • Low Cost Opton 
for Stress Test Program (ERGO/TMT) 


• H.gh Quality ECG Dsp’ay (1280x1024 PtxefS) 

• Give all patients Heart Rate Trend for 24 hours 

• On Screen Display of Arrythm-a w !h Audib'e 
Alarms • Simultaneous morntonng of 8 pat enis 


Behe\c m the Best 
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KaranNagar Chowk, Srinagar - 190010 (Kmr.) 
Tele : 0194-453013, 471876 
Tele Fax: 0194-473448 Fax: 0091-194-453299 
E-mail : shafab@hotmail.com 
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international journal of 


91 Gastrointestinal and hepatobiliary 

microsporidiosis. 

Rafiq A Shiekh.Shagufta Yasmeen & 

Thomas Prindiville 

98 Tea and Health. 

Bharat J Parmar.Rashmi S Thanvi & 

Sunil S Thanvi 

101 Cancer chemoprevention through 
natural antimutagenic agents. 

Geer Mohammad Ishaq.Mohmmad 
Yaseen Shah & Shafeeqa Aslam 

ORIGINAL ARTICLES 

107 Renal osteodystrophy and aluminium 
bone disease in patients with chronic 
renal failure. 

Vijay Gupta 

112 Treatment of the fractures of distal 
radius with external fixation. 

Suhail Afzal, MR Mir, MA Halwai & 

Shabir Ahmad 

115 Enterococcal infections.An overview of 

SKIMS Scenario. 

Roohi Rasool, Azra shah & Dilip K Kakroo 

118 The role of ultrasonography in blunt 
abdominal trauma.A retrospective study. 

Bakshi Jehangir, Arshad H Bhat & Asifa Nazir 

119 Ingested Foreign bodies-A prospective 
study. 

Shafkat a lone, Lateef Ahmad,Mir 


135 Application of mechanical ventilation and 
bronchoscopy in the management of 
bronchopleural fistula. 

Javid A Malik 

138 Hemorrhodial Disease. 

Fazul Q Parrey & Nazir A Wani 
140 Microstomia 
Abdul Ahad 

SPECIAL SERIES ARTICLE 

143 Utility of fine needle aspiration cytology in 
the diagnosis of primary Bone tumors. 
(Part I) 

AR Khan 

UPDATE 

152 Infections in pregnancy. 

Shagufta Yasmeen, Renuka Tunuguntla 
& Rafiq A Sheikh 
TECHNOLOGY TODAY ' 

158 Telemedicine-Doctors without borders. 

Bakshi Jehangir & Asifa Nazir 
CLINICAL IMAGE , , f , R * 1 

160 MRCP in obstructive Jaundice. 

Majid Jehangir & GM Malik 

STUDENT'S PAGE 

161 Vestibular system- Brief Anatomy and 

Sajjad &Javed Akbar Ghulam Hassan.Mohd Shafi & Ashfaq ul Haq 

123 Clinical aspects of obstructed labour. HOSPITALS TODAY 

Shahida Mir.Shahida Kounsar & Shahida Fazli 163 Need for Health care reforms. 

CASE REPORTS 

125 Salmonella vertebral osteomyelitis. 

Suhail Afzal, MR Mir, MA Halwai & GR Mir Editor -In-Chief 'JEiaK^a 

127 Concomitant tuberculosis and 

septarthritis of knee joint in a diabetic 
patient. 

BH Shah and Tanveer Mir 

130 Hydatid cyst in the neck.-anunusual 
presentation 

Rafiq Ahmad Pampori, Asef Wani, 

Manzoor Latoo & Arshad Hakeem 

132 Laproscopic treatment of hydatid 
cyst of liver. 

Muneer Khan,Sheikh AdUpashir.Farhan 
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DENTAL EQUIPMENTS. 
INSTRUMENTS 
AND MATERIALS. 


WE ALSO UNDERTAKE 
SALES, SERVICES & ASSEMBLING 
OF ALL DENTAL Eauioments 





BASHAWenterprises 


I, 


Chowk Karan Nagar, Srinagar. 190010. 

*: 2471876, 4253013. Telefax : 0194- 2473448. 
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Review artj cle __ jk^ractjtwner 

^^iNTESTINAL AND HEPATOBILIARY MICROSPORIDIOSIS 


RafiqA sheikh, MBBS, MD, MRCP (UK), FACP, FACG; Shagufta Yasmeen, MD, MRCOG; Thomas Pnn d.ville, Mg 

Enterocytozoon beinesui is the most common intestinal 
microsporidium encountered in patients with AIDS and 
accounts for most of the cases of sclerosing cholangitis 1 ’. 


[INTRODUCTION 

Although more than two thirds of patients with acquired 
immunodeficiency syndrome (AIDS) have abnormal liver 
function tests and hepatomegaly, only a subset of these 
patients have disease of the biliary system Several 

biliary tract abnormalities have been reported in patients 
with HIV infection. Most of them are related to 
opportunistic infections peculiar to an immunodeficient 
state and similar diseases have been reported in 
immunodeficient states other than AIDS. The biliary tract 
may also be involved in other diseases associated with the 
acquired immunodeficiency syndrome like Kaposi’s 
sarcoma and lymphoma. Common biliary tract diseases in 
patients with AIDS include papillary stenosis, acalculous 
cholecystitis and intrahepatic and/ or extrahepatic 
sclerosing cholangitis. In 1989, Cello (4) described in detail 
the spectrum of cholangiographic abnormalities in acquired 
iinmmunodeficiency syndrome now referred to as, “AIDS 
cholangiopathy” and additionally reported on short and long 
term benefit of sphincterotomy 

The AIDS related Cholangitidies are believed to be 
caused by opportunistic infections. Initial reports of 
cholangitis in AIDS patients described an association with 
Cryptosporidium and cytomegalovirus infections 15,6,7 *. 
Cryptosporidium and cytomegalovirus were the inceptive 
pathogens described in relation to AIDS cholangiopathy. 
Even though other pathogens are being increasingly 
reported, Cryptosporidium remains to be the most common 
causative pathogen in AIDS related cholangiopathy and is 
identified in the bile duct epithelium or stools in 20% to 
62% of patients* 4, **. Cytomegalovirus is the second most 
common cause of AIDS related cholangitis and has been 
described in 23 % to 42 % of patients. 

In 1983, Pitlik, et al (6) and Guarda, et al* 5 * reported 
extrahepatic biliary obstruction from opportunistic infection 
by Cryptosporidium in patients with AIDS. Subsequently, 
acalculous cholecystitis*’*, sclerosing cholangitis* 7 ’ and 
paillary stenosis * 10 * were also described in patients with 
AIDS in association with opportunistic infections by 
Cryptosporidium and/ or cytomegalovirus. 

Microsporidia are a less common etiology of AIDS 
related cholangitis and account for about 10% cases". 


In 40% to 50% cases with AIDS related cholangiopathy , 
no opportunistic microorganisms are found* 10,121 It is likely 
that many of these cases with AIDS related cholangitis 
without an identifiable pathogen may have 
microsporidiosis***. Pol, et al 1101 reported a series of 8 
patients with AIDS related cholangitis who had negative 
routine workup for opportunistic infections and were found 
to have microsporiodosis on electron microscopy 

E. intestinalis is a recently described microsporidia 
species first reported by Orenstein et al, in association with 
chronic diarrhoea in AIDS patients*’ 3 ' It accounts for about 
10 % cases of intestinal microsporidiosis"” and responds 
to albendazole . A unique feature of this species is that it 
infects not only enterocytes but also infects the lamina 
propria macrophages, fibroblasts and endothelial cells"' 
"•’’*. It has a tendency to disseminate to distant sites and 
has been recovered from colon, liver, gall bladder, urinary 
tract and respiratory tract of infected patients 120 ' 
Encephalitozoon (septata) intestinalis is the second most 
common intestinal microsporidium but appears to be an 
uncommon cause of AIDS related cholangiopathy, only 
few cases having been reported"- ” 20 '. 

Mycobacterium avium intracellulare (MAI) and 
isospora belli are uncommon causes of AIDS related 
cholangitis and occur in less than 5% patients 14 " 
Lymphoma and Kaposi’s sarcoma very rarely cause a 
picture of cholangitis in patients with AIDS'" 

DISCUSSION 

EPIDEMIOLOGY 

Microsporidia are ubiquitous, sporulating, obligate 
intracellular protozoa belonging to the phylum Microspora 
These parasites were first described in silkworms in 1857'-"' 
and are known to infect vertebrates, invertebrates and 
humans. Out of approximately 100 genera and more than 
1,000 species of microsporidia described' 2 ", at least ten 
species are known to infect humans* 20 22 ' The first case of 
humans microsporidial infection was reported in 1959 ‘-’‘V 
Microsporidial infections in immunocompetent subjects are 
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rare and only 10 cases of well documented infections have 
been reported in HTV negative patients, three of them being 
imunosuppressed for other reasons 04 *. In 1985 a new 
species of microsporidia, Enterocytozoon bieneusi (E. 
bieneusi) was described in AIDS patients with diarrhoea 05 *. 
Several hundred cases of human microsporidiosis have been 
described since then and the most prevalent species are E. 
bieneusi and E. intestinalis 06, 27) . These two species have 
only been identified in humans and have been reported from 
Europe, North and South America and Africa ° 6 - 27 *. The 
prevalence rates of microsporidia in patients with AIDS 
and chronic diarrhoea range from 7- 50% O2) and accounting 
for 10- 30% of diarrhoeal diseases in these patient 00 *. 
Although majority of the AIDS patients with 
microsporidiosis present with intestinal involvement, 
disseminated infections are increasingly recognized. 

Microsporidia have been identified in the gall bladder 
and biliary tree of AIDS patients su gg esting their role in 
cholecystitis and cholangitis. The spectrum of disease 
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bronchus. The organism replicates mainly in the jejunal 
enterocytes and perhaps also in the duodenal enterocytes 
The infected villi typically become shorter or broader but 
may look histologically unremarkable in some cases. Sporej 
are seen in stools but have not been reported in urine 
respiratory secretions' 10 *. 

E. intestinalis also develops in the host cell and infects 
cells down to the crypt area including the lamina propria 
macrophages. This is a characterestic feature of £ 
intestinalis although recently also reported in E bieneusi 1 *) 
E. intestinalis has a single nucleus and 2- 1.2pm spores 
with 4- 7 polar filamentous coils. Spores may be more 
clustered than E. bieneusi. In contrast with E. bieneusi 
these organisms are found in the stools, urine, alveolar 
macrophages, endothelial cells and Kupffer cells of 
liver 41629 ). This widespread distribution accounts for the 
disseminated infections in the immunocompromised host 

CLINICAL FEATURES 


associated with microsporidiosis include 
keratoconjunctivitis, sinusitis, bronchiolitis, pneumonitis, 
nephritis, cystitis, prostatitis, hepatitis, peritoni**- and 
myositis (15 - ,7 - 25 - 27 - 2, >. 

MORPHOLOGY AND CELL BIOLOGY 

Five genera of microsporidia are known to cause disease 
in humans, viz, Enterocytozoon, Septata, Nosema, 
Pleistophora and Encephalitozoon' 21 - 27 - 29 *. Septata 


The first case of human microsporidiosis from 
Encephalitozoon like organisms was reported in 1959 i n 
a Japanese boy who presented with seizures 01 *. Since the 
advent of AIDS epidemic in 1980s, microsporidial 
infections are being increasingly reported in 
immunosuppressed patients 07 *. Majority of HTV-infected 
patients present with enteritis, although involvement of 
other organ systems has been reported. 


intestinalis has been reclassified in the genus 
Encephalitozoon. Enterocytozoon bieneusi, first described 
in 1985, is responsible for 90% of human microsporidial 
infections 00 - 23> . 

Microsporidia are intracellular parasites with small 1- 
5 gm infective spores capable of cell invasion. Mature 
spores contain a polar filament which distinguishes them 
from other organisms. The exact mode of transmission of 
microsporidia is not well known, although person-to-person 
transmission by fecal-oral route is suspected 05 - 26 *. Infections 
are believed to occur from ingestion or inhalation of spores 
from contaminated urine, stools and possibly respiratory 
secretions. The spores germinate in the epithelial cells of 
the gastrointestinal or the respiratory tract. During 
germination the nuclear material from the sporoplasm is 
propelled into the polar filament which is then used to inject 
the sporoplasm into the host cell. Spores may directly be 
released from the infected enterocytes into the lumen or 
parasite laden enterocytes may be shed into the lumen. The 
spores may remain viable for many years. 

There are some distinct differences between the cell 
l iologies of the two most common microsporidia. E. 

I'leneusi commonly found in and first described in intestinal 
'-rocytes, has also been reported in bile duct epithelial 
c pancreatic duct, gall bladder, liver, nose, trachea and 


Gastrointestinal Manifestations 
Gastrointestinal symptoms are common in patients with 
HTV infection, a recent study reported 72% of such patients 
developed gastrointestinal symptoms over a follow-up 
period of 6 months' 31 *. Gastrointestinal microsporidiosis, 
typically presents with chronic watery diarrhoea with 
abdominal cramps. The prevalence of diarrhoea from 
microsporidial infection varies with geographical location 
and local diagnostic expertise and has been reported to be 
7- 50% O0) . Diarrhoea is non-bloody and intermittent with 
a frequency of 3-4 stools per day. Diarrhoea is progressive 
and worse in the mornings. Some patients report 
postprandial nausea, vomitting and abdominal pain. Fever 
is uncommon and weight loss is common. Most of the 
patients have evidence of carbohydrate and fat 
malabsorption. Electrolyte abnormalities particularly 
hypokalemia and hypomagnesemia are often present 07 ”*. 
Majority of patients have evidence of advanced AIDS with 
CD4 counts typically <100/ mm 3 <20 22 i,) although 
documented cases have been reported in patients with CD4 
counts > 250/-mm 3 . Endoscopic appearance of small 
bowel mucosa is non-specific. Duodenal biopsies may 
reveal villous atrophy R 

E. bieneusi is The most common microsporidium 
associated with diarrhoea in HIV infected patients. 
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structures measuring 1-2 x 1.5- 4 |im in size. Background 
debris stain faint green or blue. Correct diagnosis depends 
on finding the spores with distinctive species specific 
featuies like size, shape and staining pattern. The strong 
trichrome is useful on unconcentrated specimens as the 
usual concentration methods may lead to loss of spores <43) . 

Warthin -Starry Stain 

Warthin-Starry may be useful for identifying 
microsporidial spores in staining tissue sections. It is not 
routinely used to stain stools and other fluid specimens 
because of high background staining. 

Fluorescent Microscopy 

Chemofluorescent agents are oiganic compounds that 
act as optical brighteners. They bind to chitin and cellulose 
and, upon excitation by short wavelength light, emit light 
in the visible spectrum. They have been used for rapid 
screening of stool specimens but lack specificity as 
degenerating bacteria and fungi also stain leading to 
difficulties in interpretation These methods are not 
widely available and require a fluorescent microscope. 

I'mmunofluorescence 

Polyclonal and monoclonal antibodies have been raised 
against cultured E. hellem and 

E cuniculi used in immunofluorescent staining to 
identify microsporidial spores Immunofluorescent 
antibody staining is a better method of identifying 
microsporidia in tissue sections, but less sensitive than 
modified trichrome for detecting microsporidia in in stool 
specimens However these methods are not yet available 
for general diagnostic use. 

Polymerase Chain Reaction 

Polymerase Chain Reaction (PCR)based methods are 
being developed to allow specific and reliable diagnosis 
of microsporidiosis. Gene encoding small subunits of 
nbosomal RNA followed by amplification using universal 
or species specific primers can be used to identify 
microsporidia species^by restriction fragment length 
polymorphism analysis Southern analysis can also 
be used in diagnosis and characterization studies. PCR 
primers have been used to diagnose disseminated 
microsporidiosis and differentiate different microsporidia 
from each other in clinical and cultured specimens' M) . These 
methods are not widely available at present but when 
standardized and available, may be of great value in routine 
diagnosis of microsporidiosis in patient specimens. 

His top a tho logy 

■ Histological diagnosis in gut and urinary tract specimens 
may be difficult with H & E staining and requires expertise. 
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Specialized tissue staining with Gram stain, silver stains 
and PAS staining have been described but require expert 
interpretation and usually confirmation by electron 
microscopy. 

Transmission Electron Microscopy 

At present electron microscopy is the gold standard for 
diagnosis of microsporidiosis on tissue specimens. This is 
particularly useful in defining the microsporidial 
ultrastructure. This allows identification of distinctive 
features of spores as well as other stages of the parasite 
and easy differentiation of different species. Electron 
microscopy of urine and stool specimens is of low yield 
due to low concentration of spores. Debris and bacteria in 
stool specimens also make electron microscopy difficult 
Methods for cleaning and concentration of fecal specimens 
before electron microscopy are being developed and mav 
be useful . * 

Serology 

Serological tests have traditionally been used to 
diagnose microsporidiosis in immunocompetent hosts. The 
use of serological tests in immunocompromised patients 
present many difficulties. Progressive immunodeficiency 
and inability to produce antibodies in later stages are 
complicated by inability to Considerable inter-species 
cross-reactivity is seen as well as cross reactivity between 
microsporidia and other parasites like Cryptosporidium <5J ‘ 
. Serological studies have shown that only 50% of HIV- 
infected patients with microsporidiosis may produce high 
levels of specific antibodies and over 50% of patients 
without HTV or microsporidial infection may also express 
significantly high levels of antibodies' 3, At present no 
reliable serological test is available for diagnosis of 
microsporidiosis in humans. 

Diagnosis of Hepatobiliary Microsporidiosis 

The laboratory findings in patients with biliary 
microsporidiosis typically reveal anicteric cholestasis with 
high alkaline phosphatase levels'The transaminases arc 
less than twice normal and serum - bilirubin rarely.exceeds 
2mg/dl . The serum amylase may be elevated in about 
10% of patients. The CD4 count is almost always less 
than 100 

Abdominal ultrasonography is usually the first 
diagnostic modality in patients suspected to have AIDS 
cholangiopathy. Abnormalities are found on ultrasound in 
75% cases with AIDS related cholangiopathy' 411 ’ *. 
Dilatation of the common bile duct is noted in 65% to 75% 
of cases and ^hickening of the common duct wall in 20% 
to 40% . Gall bladder wall thickening is noted in 

more than 50% cases but cholelithiasis is distinctly rare 
. Benhamou et al studied endoscopic ultrasound findings 
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APDjTrelated cholangitis and reported that endoscopic 
ultrasound may be better than trans-abdominalultrasound 
in defining dilatation and thickening of bile duct 
Hepatobiliary scan (HIDA) may show ductal dilatation and 
hepatic parenchymal retention suggestive of AIDS related 
cholangitis and gall bladder may not be visualized if 
acalculous cholecystitis is present . ERCP and ultrasound 
are complimentary in the diagnosis of AIDS 
cholangiopathy <3) although ERCP is considered to be the 
gold standard . C T scan findings are similar to those of 
ultrasound although CT may be better in demonstrating 
the intrahepatic ductal dilatation and ultrasound better in 
demonstrating the common duct thickening and strictures . 

The diagnosis of AIDS related cholangitis is based on 
a typical cholangiographic pattern in a patient with 
advanced AIDS, supported by identification of a pathogenic 
organism. Cello* ’ has described four distinct 
cholangiographic patterns associated with AIDS 
cholangiopathy. The pattern of papillary stenosis, is 
characterized by dilatation of the common bile duct to > 8 
mm with smooth tapering of the distal duct and occurs in 
15- 20 % of patients. Sclerosing cholangitis is characterized 
by focal strictures and dilatations of the intrahepatic and 
extrahepatic ducts and occurs in about 20% of patients. 
Combined paillary stenosis and sclerosing cholangitis 
occurs in 50% cases. The pattern of long , 1-2 cm 
extrahepatic bile duct strictures occurs in 15% cases. 

Pathogens identified in stools, bile or in biopsy 
specimens from papilla and duodenum may provide 
circumstantial evidence that the pathogen is the cause of 
cholangitis. However, a biopsy from the bile duct 
demonstrating a pathogen and associated inflammation is 
direct evidence that the pathogen is actually cause of the 
cholangitis. Arpiration of bile is essential particularly for 
demonstrating microsporidia . In patients with biliary 
cryptospondiosis the organism is ai nost always present in 
the stool . It is essential to obtain biopsies from multiple 
sites to increase the diagnostic yield . In 75 % patients 
with AIDS related cholangiopathy pathogens are 
identified . Most of the cases are diagnosed on routine 
microscopy with appropriate stains, although advanced 
techniques and electron microscopy mav be required to 
confirm the diagnosis in some. 

THERAPY 

Therapeutic options for microsporidial infections are 
limited at present. The initial enthusiasm foi met onidazole 
has subsided and only albendazole has shown some promise 
in open label and anecdotal studies. Albendazole is believed 
to interfere with tubulin polymerization and inhibit 
microtubule formation. Given in doses of 400 mg twice 
daily for 3-4 weeks, albendazole reduces diarrhea and 
promotes weight gain. Albendazole does not usually 


eradicate E. bieneusi infection and relapse occur after 
cessation of therapy 1 * \ although better results are 
seen in E. intestinalis infection with higher eradication rates 
and resolution of clinical symptoms . However relapses 
are also seen in E. intestinal infections after stopping 
treatment. Molina et al treated 5 patients with disseminated 
E. intestinalis infection with albendazole and noted rapid 
clinical improvement and clearance of the organism from 
stools of all 5 patients and urine of 3 patients A 
multicenter, placebo controlled trial of albendazole therapy 

i R3) 

is near completion 

In one study, 12 patients who relapsed on albendazole 
therapy for microsporidial diarrhoea were reported to 
experience reduction in diarrhea and weight gain on 
thalidomide 100 mg nightly for 3 weeks The mechanism 
of action thalidomide is believed to be down-regulation of 

(70) 

the inflammatory cytokine TNF-a 

Atovaquone has been reported to improve symptoms 
in 8 patients with E. bieneusi infection without eradicating 
the organism. A double blind, placebo controlled trial is in 
progress evaluating this agent Nitazoxanude is 
currently being evaluated in microsporidial infection in a 
study in New York City 

Carr et al treated five HTV infected patients with chronic 
microspondiosis and 3 patients with cryptospondiosis with 
combination anti-retroviral therapy including a protease 
inhibitor All patients had clinical resjaonse including two 
patients with biliary microspondiosis They believe that 
combination antiretroviral therapy can restore immunity 
to opportunistic organisms and may result in clinical and 
microbiological response. 

Asmuth et al have advocated low fat, low residue diets 
coupled with antisecretory agents pending specific and 
effective anti-microspondial therapy Octreotide appears 
to be of some benefit in microspondial diarrhea 

TVeatnient of AIDS Related Cholangitis 

Medical therapy in AIDS related cholangitis has not 
been successful in most cases Both gemicyclovir and 
foscarnet have not been successful in influencing the 
course of CMV related cholangitis and paromomycin 
and azithromycin do not seem to be useful in biliary 

. (40) 

cryptospondosis Albendazole has been used with some 
success in disseminated infection including cholangitis with 

(l 5 ) 

E. intestinalis However the therapeutic etfect seems to 
be transient. Ursodeoxycholic acid has been reported to 
improve cholestasis and pain in AIDS related cholangitis 
when patients failed to respond to sphmcteiotomv 
Endoscopic sphincterotomy has been, reported to 
significantly improve pain in AIDS related cholangitis in 
most of the published senes ' ° ' except one " 0 ' Biliary 

stents have been used m patients with long stnetures and 
proximal stnetures but the expenence is limited 
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PROGNOSIS 

Microsporidial infection is a manifestation of advanceed 

AIDS and usually associated with low CD-4 counts and 

( 20 ) 

poor survival . The prognosis of AIDS related cholangitis 
is particularly poor as it is a manifestation of advanced 
AIDS The median survival is 7 months , although rarely 
prolonged survival to 32 months has been reported . The 
poor prognosis is not related to AIDS related cholangitris 
per se but reflects the severity of underlying 
immunodeficiency state. 
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TEA AND HEALTH ~~ 
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INTRODUCTION 

Tea is a popular drink, enjoyed everyday by millions of 
people around the world. Drinking tea is a safe, inexpensive 
and pleasurable experience. Tea also provides a natural 
source of compounds that protect against a wide array of 
disease 

Tea is made from brewing leaves of the plant camellia 
sinensis in hot water. Three different kinds of brew are 
popular green tea, oolong tea and black tea. Uptill now it 
was believed that only green tea provided health benefits. 
However, recent studies have dispelled this myth. All three 
teas are a rich source of antioxidants called flavonoids, 
vitamins and fluoride 

TEA AND CARDIOVASCULAR DISEASE 

There is growing evidence suggesting that flavonol / 
flavonoid or tea consumption is linked to protection from 
ischemic heart disease and stroke 0 - 2 *. Conclusions from a 
recent meta analysis su gg est that drinking 3 cups of tea a 
day, reduces risk of myocardial infarction by 11%. 

Mechanisms by which tea may confer its cardiovascular 
properties include prevention of LDL oxidation (4, , reduction 
in blood lipids* 5 *, anti inflammatory action 0 *, improvement 
in blood vessel function* 7 * and inhibition of platelet 
aggregation*'*. Although some epidemiological studies 
seem to indicate that tea can reduce serum cholesterol*’*, 
most studies show no effect in reduction of cholesterol or 
blood pressure 

As antioxidant activity from tea has been demonstrated 
in vivo" 0 *, it may be that tea exerts its cardio protective 
properties in other ways such as improvement in endothelial 
function, platelet aggregation or ways that have yet to be 
investigated. Although scientific evidence for the 
mechanisms by which tea exerts its positive health effects 
is growing, it is not yet conclusive and represents promising 
areas for future research in human trials. 

TEA AND CANCER 

Cancer is eventually a disorder of cellular genetic 
u atenal. Damage to the DNA within the cells may be as a 
result of environmental factors such as radiation, chemical 
carcinogens and some viruses. 


More and more research is now indicating that diet plays I 
a crucial role in the prevention of cancer. Specific I 
substances, such as phenolic compounds found in plants I 
can enhance general healthy eating recommendations I 
Flavonoid is one such phenolic compound present in tea I 
Flavonoid are powerful antioxidants and have been S 
identified as potential cancer preventative components* 1 " 

Tea has been shown to inhibit tumorigenesis at the initiation, 
promotion and progression stages of cancer* 12 *. Possible 
mechanisms of action include antioxidant activity, ability 
to inhibit nitrosamine reactions* 13 ’, modulation of 
carcinogen metabolising engymes* 1 " happening of ultimate 
carcinogens* 15 *, ability to inhibit all proliferation" 5 *, 
modulation of gut microflora associated with coion 
cancer* 16 *, antimicrobial action associated with helicobacter 
pylori and gastric cancer* 17 ’. 

Although there are conflicting reports on association 
between tea drinking and stomach cancers, a recent one 
suggests that tea drinkers had a 48% reduced risk of 
developing stomach cancer and a 51% lower risk of 
developing chronic gastritis versus non drinkers* 1 '* 

Flavonoids have also been associated with a reduced 
risk of lung cancer. A case control study has reported 50% 
reduction in lung cancer nsk when consuming 1 cup of 
black tea a day* 1 ”. A recent study in Japan shows that 
regular consumption of green tea, more than 3 cups a day 
might be protective against breast cancer in early stages* 11 *. 

TEA AND HYDRATION 

It was widely believed in the part that tea should be 
avoided as a fluid replacement due to the diuretics action 
of caffeine present in tea. 

An extensive review carried out by prof. Ron Haughan 
and Jane Griffen concluded that there is no evidence for 
the assumption that all caffeine containg drinks should be 
avoided in situation where fluid balance is precarious* 29 *. It 
has been found that tea does not have a diuretic effect due 
to caffeine under the amount of tea corfslimed at one sitting j 
contains more than 250-300 mg of caffeine, equivalent to I 
5-6 cups of tea* 21 *. I 

In fact, due to the volume of fluid that is drunk while I 

enjoying a cup of tea, it can contribute towards the daily I 
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TABLE 1 


NUTRIENT 


MINERALS 
CALCIUM 

ZINC 

Potassium 
M anganese 

VITAMINS 

Thiamine 

Riboflavine 

Pyridoxine 
Folic Acid 

Niacin 

Pantothenate 
Vit B-12 


Amount provided 
by 3 cups of tea 
alone 


Trace 

Trace 

97mg 

0 . 8 mg 


Trace 

56 meg 

Trace 

Trace 

0.57 mg 

Trace 

Nil 


CH 


Percentage of 
daily recommended 
nutrient intake 
provided by tea alone 


3% 


5% Females 
4% Males 


4% Females 
3% Males 


Amount provided by 
the semi-slummed 
with present in 
3 cups of lea _ 


108 mg 
0 36mg 

135mg 


30mcg 

162 meg 

54 meg 

0 9mg 
0.3 mg 

0 36 mg 


% of daily recommended 
nutrient intake provided 
by milk alone in 3 cups 
of tea 


15 % 

5% - females 
4% - males 
4% 


5% - females 
4% males 


15% females 
13% males 

3% 

1% Females 
1% Males 


24% 


Total amount provided 
by 3 cups of tea with demi 
skimmed milk 


108 mg 
0 36 mg 

232 mg 
0 8 mg 

36 mg 

219 meg 

54 meg 

5 4 meg 
0 66 mg 

0 3 mg 
0 36 meg 


1 cup = 190 ml. 1 cup of tea having 30 ml milk. In addition to the above nutrients, tea provides 70% of our daily fluoride intake 


recommended fluid intake of 1.5 to 2 litres. 

TEA AND DENTAL HEALTH 

Epidemiological studies have reported that some 
populations who drink tea on a regular basis have a reduced 
number of carious teeth22 various mechanisms have been 
proposed... 

(a) Fluoride - Tea is a very rich source of fluoride, 1 cup 
of tea contains between 0.3 mg - 0.5 mg of fluoride A 
recent study has demonstrated that after rinsing with 
tea, 34% of the fluoride was retained in the oral cavity 
and some of this showed a strong binding ability to 
enamel particles and potentially helping to prevent 
dental decay. Some concern hasCbeen raised over 
excessive fluoride intake & fluorosis in children. 
However Dental profession is almost totally in favour 
of water fluoridation & any concerns have been 
carefully considered & discounted by the Public Health 

^-Alliance & the British Fluoridation Society! 1995) 

(b) Tannins - It has been reported that the tannins in tea 
can inhibit salivary amylase thereby reducing the 
carcinogenic potential of starch containing foods' 2 " A 
number of studies have also demonstrated that tannic 
acid inhibits the growth ofs. mutans bacteria' 2 ", a major 
factor in the build up of dental plaque. 

(c) Acid erosion - Components of tea - tannin, catechin, 
caffeine & tocophenol have been shown to be effective 
in increasing acid resistance of tooth enamel 12 " Their 
effects increased dramatically when used in combination 
with fluoride. 

(d) Flavonoids - Green tea, and specific flavonoids, mainK 


catechins, have inhibitory effects on growth of 
carcinogenic bacteria by inhibiting adherence and 
growth of plaque bacteria 

TEA DRINKING & IRON ABSORPTION 

Tea drinking mainly influences the absorption of non 
haem iron as haem iron is relatively unaffected by tea 
Few studies have attempted to quantify the effect of tea 
on non haem absorption and have concluded that tea does 
have an inhibiting effect on iron absorption, however it 
may not reflect the role of tea when consumed as a part of 
a complex, real diet' 26 ’. 

Short-term studies indicate that there may be a negative 
association between tea drinking and iron status Howe\er, 
they do not necessarily show cause and effect i e the 
negative iron status is due to drinking tea Instead it shows 
that a group who had a low iron status also had a higher 
intake of tea. 

Tea consumption will not result in iron deficient foi 
* s who are consuming a varied and 

balanced diet Hence lion is present in good amounts in 
meat, offal and is leadik absorbed, unaffected In tea 
drinking Non haem iron found in cereals, vegetables, dried 
fruits, legumes and nuts is less well absorbed and its 
absorption is influenced by a wide \ ariet\ of diet, h \ factors 
which include enhances t \ 11 C. animal tissue) and 
inhibitions (phytate and tea) Hence, those basing a poor 
iron status or there at risk of iron deficiency, should avoid 
drinking tea with meals 

Otherwise morku.ite tea drinking (3--; cups) is unlikels 
to have an. .■ i\« • effect on iron status, m i:.. t it can 
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actually bring about other health benefits. 

NUTRITIONAL VALUE OF TEA 

Tea alone has no calories; however adding milk can 
provide a no. of vitamins and minerals. Table 1 depicts the 
nutrients present in 3 cups of tea with semi skimmed milk, 
as well as their contribution to recommended daily 
intakes' 27 - 2,) . 

CONCLUSION 

Studies have proved that tea flavonoids demonstrate 
antioxidant activity Though not a replacement for fruits 
and vegetables, the antioxidant activity of tea is comparable. 

As well as contributing to fluid and antioxidant intake, 
drinking 3-4 cups of tea a day with milk can provide certain 
vitamins and minerals, thereby helping to support overall 
health and well being. 

Its protective effect against several diseases like 
cardiovascular diseases, cancer, dental caries and Bacterial 
infections have been shown by various epidemiological 
studies Thus, tea seems to fit the description of an ideal 
component of a healthy dietary habit that can be used to 
promote human health It is yet a promising area of research 
for future human studies 
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^gCER CHEMOPREVENTION THROUGH NATURAL 

antimutagenic AGENTS 


Mohammad Ishaq M.Pharm; Mohammad Yasin Shah 

Mutations in somatic cells are not only involved in the 
carcinogenesis but do also play a role in the pathogenesis 
of other chronic degenerative diseases such as 
atherosclerosis and other heart diseases 1 . Prevention of 
cancer and other such mutation-related diseases can be 
pursued both by avoiding exposures to recognized 
mutagens/carcinogens and by favouring the intake of 
protective factors which fortify physiological defense 
mechanisms. The latter approach referred to as 
Chemoprevention involves dietary or pharmacological 

intervention in the host organism 2 . 

It has been suggested that the use of antimutagens and 
anticarcinogens in everyday life will be the most effective 
procedure for preventing human cancer and genetic 
disorders 3 . To date more than 500 chemicals have been 
assayed as potential cancer chemopreventive agents, with 
representatives from at least 25 different classes showing 
protective effects 4 . However in recent years, there is 
increasing awareness that certain naturally occurring 
substances in plants and other natural sources provide 
potential protection against environmental mutagens/ 
carcinogens as well as endogenous mutagens 3 . Similarly, 
overwhelming evidence from several epidemiological 
studies has indicated that diverse dietary components are 
closely associated with reduced cancer risk by virtue of 
their antimutagenic properties 5 . 

Mechanisms of antimutagenesis: 

Some of the mechanisms of antimutagenesis and 
anticarcinogenesis are listed as under: 3 

1. Bioantimutagens: 

These are equivalent to the “true” antimutagens. They 
act on the repair and replication processes of the 
mutagen-damaged DNA, resulting in a decline in 
mutation frequency. 

2. Desmutagens: 

These must be considered only as apparent 
antimutagens. They indirectly inactivate the mutagens 
either fully or partially. 

3. Chemical or enzymatic inactivators: 

Many mutagens, which are chemically reactive, acting 
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not only on DNA but also on proteins and enzymes, 
may be directly inactivated by a range of different 
chemicals. Antimutagenic and anticarcinogenic 
properties have been associated with both inhibitors and 
inducers of cytochrome P450 enzymes such as indole- 

3- carbinol. Inducers of phase II enzymes such as 
glutathione transferase tend to inhibit a wide range of 
target carcinogens e.g., isothiocyanates such as benzyl 
isothiocyanate and antioxidants such as 2, 3-tert-butyl- 

4- hydroxyanisole (BHA). 

4. Prevention of formation of active species: 

Many genotoxic carcinogens require metabolic 
activation to an electrophilic form that can react with 
DNA. Although these processes commonly occur in 
the liver, there is increasing evidence for metabolic 
activation by other tissues also, especially of the 
gastrointestinal tract. N-nitroso compounds are often 
formed in the stomach through a reaction from nitrite 
and secondary or tertiary amines. 

5. Scavenging: 

A number of desmutagens are able to scavenge dietary 
mutagens (activated or non-activated) through binding 
or adsorption. In general, the mutagen remains intact 
during this process, but is unable to react with DNA. 
Chlorophyllin and some dietary fibers appear to act in 
this way. 

6. Antioxidants and free radical scavengers: 

A wide range of chemopreventive agents has anti¬ 
oxidant or free-radical scavenging activity, e g., 
carotenoids, retinoids and flavonoids. Once formed, free 
radicals, having a short half-life e g., OH radical 
(half life = 10* sec), can be removed or inactivated. 

Natural Products as Antimutagens: 

Naturally occurring substances of plant origin and dietary 
components that have been widely studied for their 
antimutagenic activity include carotenoids, flavonoids,’tea- 
polyphenols, vitamins, curcuminoids, tannins, coumarins, 
chlorophyllin, porphyrins, alkylresorcinols from cereal 
grains etc. 

Vitamins 
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Vitamin C and E have been shown to be anticlastogemc 
against doxorubicin induced chromosomal aberrations 6 ; 
Vitamin C,E and A against. Ethyl-methane-sulphonate 
(EMS)-induced 6TG-resistant mutations in Chinese 
hamster V79 cells 7 . Vitamin A and E were found to be 
anti mutagenic towards methylazoxy methanol (MAM)- 
mduced mutagenesis in S. typhimurium strain TA100 

Flavonoids: 

Flavonoids present yet another class of antimutagens 
and anticlastogens with a high potential. Distinct structure 
- activity relationships were detected when 56 flavonoids, 
32 coumarins, 5 naphthoquinones and 12 anthraquinones 
were tested for their antimutagenic potencies, with respect 
to mutagenesis induced by 2-nitrofluoro 3-nitro 
fluoranthene and 1-nitropyrine in S. Typhimurium TA 98. 
Among flavonoids, all flavones and many flavonoids with 
phenolic hydroxyl group like leuteolin, kaempherol etc. 
exerted antimutagenicity; chalcones and dihydrochalcones 
were'potent antimutagens. Among compounds structurally 
related to anthraquinones, anthrone, acridone and xanthone 
exerted antimutagenicity, anthrone being the most potent 
one All naphtho-quinones were potent antimutagens 
Plumbagin and 2-methyl -5 hydroxynaphthoquinone 
showed exceptional anti mutagenicity*. Wall et al. (1988) 10 
observed non-toxicity and high activity of several 
coumarins, including psoralen, from Psoralea coryliforia 
and imperatonn and osthol from Selinum monniere, in the 
inhibition of mutagenicity of benzo(a)pyrene. 

Citrus flavonoid tangeretin was found to be 
antimutageme against the mutagens, benzo(a)pyrene, 2- 
amino fluorene, quercetin, and nitro-quinoline 
N-oxide, whileas nobiletin acted as an antimutagen against 
benzo(a)pyrene" Manikumar et al., (1989) 12 isolated two 
new iso-flavones, fremontin and fremontone from roots of 
Psorothamnus fremontin and found both of them to be 
highly active in the inhibition of mutagenicity of ethyl 
methane sulfonate (EMS) at all concentrations tested 
Antimutagenic effect of hispidulin and hortensin, the 
flavonoids from Millingtonia Hortens is was seen 13 when 
tested against 2-ami noanthracene, aflatoxin B1 (in TA 98) 
and dimethyl mtrosamine (in TA 100). 

Carotenoids 

Several studies on carotenoids have shown that they 
affect activation of promutagens. The water-insoluble 
residues of some carotenoid-rich fruits and vegetables, such 
as apricots, oranges, brussels, sprouts, carrots, yellow-red 
peppers and tomatoes when sequentially extracted with 
everal solvents'* and tested for inhibition of mutagenicities 
induced by aflatoxin B,, benzo(a)pyrine (BaP), 
inudazoqmnoline and cyclophosphamide (CP) in histidine- 
deficient strains of S. typhimurium, number of BaP or CP- 
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induced micronuclei in PCEs in bone-marrow of mice was 
reduced significantly by the carotenoids lycopene 
canthaxanthin, lutein and beta-cryptoxanthin. 
Antimutagenicity of carotenoids extracted from five 
different types of green peppers (Capsicum spp.) has been 
reported 13 on S. typhimurium tester strain YG1024, against 
the mutagenicity of some nitroarenes. In 1997, Gonz’alez 
et al. 16 used the S. typhimurium tester strain YG1024 in the 
plate-incorporation test to examine the anti mutagenicity 
of xanthophylls extracted from Aztec Marigold (Tagetes 
erecta) on 1-nitropyrene mutagenicity. 

Phenolic Compounds 

Certain phenolic/polyphenolic compounds present in 
various herbal teas have been found to be effective 
inhibitors of chemical mutagens and/or carcinogens 
Polyphenols extracted from Chinese green tea (GTP) and 
its epicatechin derivatives exhibited antimutagenic effects 
in several test systems 17 . They were found to interact with 
hepatic cytochrome P-450 and inhibited the P450- 
dependent mixed function oxidase enzymes in skin and 
liver. Phenolics present in turmeric and clove, namely 
curcumin and eugenol respectively were found to inhibit 
the mutagenicity produced by direct acting mutagens such 
as N-methyl-N-nitro-N-nitrosoguanidine and sodium azide 
using S. typhimurium strains TA100 and TA1535 
'VSukumaran (1995) 1 * has reported that eugenol inhibited 
tobacco-induced mutagenesis in Ames test. 

Herbal Teas 

Tea is the most popular beverage consumed by over 
two thirds of the world’s population. Tea is processed 
differently in different parts of the world to give green 
(20%), black (78%) or oolong tea (2%). Green tea is 
consumed mostly in Japan and China. The chemical 
components of green and black tea are polyphenols, which 
include Epicatechin, Epigallocatechin, Epigallin and 
Tocopherols. The antimutagenic activity of tea extracts and 
polyphenols including Epicatechin and Epigallocatechin 
has been demonstrated in microbial system (Ames test), 
mammalian cell systems and in-vivo animal 
tests 20 . Antimutagenic effects of green tea against smoke- 
induced mutations in humans were investigated by Lee et 
al., 1997 21 . It was found that green tea can block the 
cigarette-induced increase in sister-chromatid exchange 
frequency. 

Essential oil of Cymbopogon citratus Stapf., that is used 
as a constituent of “Lemongrass Tea” in central and 
southern parts of India has 1>een shown to possess 
antimutagenic activity against lead nitrate and 
cyclophosphamide-induced micronuclei and chromosomal 
aberrations in-vivo in Swiss albino mice 22 . 
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turmeric, mustard, green leafy and allium species of 

vegetables 4 ’. A human intervention study with vegetable 

products has been performed in twenty-three healthy human 

volunteers in order to observe whether consumption of 

vegetables containing different carotenoids could protect 

against DNA damage and oxidative DNA damage. It was 

seen that the supplementation of diet with tomato, carrot 

or spinach products resulted in a significant decrease in 

endogenous levels of strand breaks in lymphocyte DNA 
?0 

The anticlastogenic properties of two dietary 
supplements, garlic and mustard oil, were observed against 
the clastogenic activity of sodium arsenite 5I . Casein 
showed a strong antimutagenic activity in-vivo and ex-vivo 
in the DNA-repair host-mediated assay and liquid 
suspension assay, respectively - 2 . Yogurt (milk fermented 


human immunodeficiency virus therapy to mutate to drug 
resistant forms. Therefore safe intakes of selenium, green- 
tea polyphenols and cruciferous vegetables were expected 
to prolong the efficacy of drug therapy in subjects infected 
with the human i.oiumo-deficiency virus. 

It is therefore concluded that increased consumption of 
green leafy vegetables, carrots, yellow and red fruits, whole 
grain cereals, nuts, beverages and green tea etc shall impart 
necessary protection against the genotoxic effects of 
mutagens/carcinogens present in environment, food, drugs 
cosmetics, industrial waste etc and thereby help in 
prevention of cancer and other degenerative diseases like 
atherosclerosis, diabetes mellitus, ischaemic heart disease 
rheumatoid arthritis, neurological disorders etc. 
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multiple Fractures and severe bone pain described 
in 1960’s from Newcastle are Now recognized as 
“ Aluminium Induced Osteodystrophy.” 

In the present study , the clinical , biochemical, 
radiological and histopathological spectrum of R.O. D. 
was studied and analysed along with the role of 
aluminium in renal bone disease in 50 C.R.F. 
patients over a fieriod of 1 year. 

MATERIAL AND METHODS;- 

The material of this study comprised of 50 C.R.F. 
patients with Male: Female ratio as 1.5:1 and 
mean age of 48 7 +18.6 years. The etiology of C.R.F. 
was chronic glomerulonephritis (CG.N) In 14 
patients; diabetic nephropathy in 13 ; benign 
arteriolar Nephrosclerosis in 10; nephrolithiasis in 5; 
obstructive and reflux uropathy In 4; polycystic 
kidneys ( PK.D. ) in 2; malignant arteriolar 
nephrosclerosis In 1 and rapidly progressing 
glomerulonephritis (R.P.G.N.) in 1. The cases of bone 
disease due to non-renal causes were not included in 
this study. 

The 50 C.R.F. patients included 3 sub-groups of 
patients VIZ Predialysis group 37 P-'Hents, 
hemodialysis group 13 (who had been on 

hemodialysis For a period of 6 months to 2 years ( 
mean o 92 +- 0 64 years ) and Aluminium contaimng 
phosphate binders ( A C PB ) Ingestion group 34 ( 
who had ingested A C PB. from 6 months to more 
than 5 years ) Each patient was subjected to detailed 
history, physical examination and investigations 
including a complete haemogram; Biochemistry ( 
urea, creatinine, sodium, potassium, calcium, 
phosphorus, Alkaline phosphatase, proteins, lipid profile 
and sugar); urinalysis; electrocardiogram; Skeletal 
Survey ( radiographs—skull, wrist, hands, dorsolumbar 
spine, pelvis, chest and intravenous pyelogram); 
Ultrasonography ( kidneys and parathyroid glands ); 
percutaneous renal and iliac crest bone biopsies after 
informed consent Bone biopsies were taken from iliac 
crest using Jamshedi needle ( internal diameter 2 mm) 
under local an anesthesia and cylinders of tissue with 
length varying from 0.3 cm. to 1 cm were obtained and 
fixed in 10% formalin for 24 hours. After dehydration 
and embedding, the undecalcified sections were 
stained by H&E stain (Wallington, 1972), a modification 
of Von- Kossa method (1901) and Aluminon stain". 
The histopathological diagnosis of bone disease was 
based on standard diagnostic criteria 

• “>m the patient's data, the following derived 
'{Miuititie? were Calculated for each patient 

r reatinine clearance by Cock-Croft formula. 


e 


(Cock- Croft & Gault, 1977). 

[ 140- age (years)] x Wt. (kg) x 0.85 (in the femal. 
only) 72 x Serum Creatinine Concentration (mg/ d|) 

2. Serum calcium concentration corrected for serum 
albumin below 4 gm/dl. (Agus, et al, 1981 ) = 
Calcium (mg/dl ) + 0.8. 

3. Calcium - Phosphorus Product = Calcium (mg/ 
dl x Phosphorus (mg/dl ). 

4. Uremic Index: The total number of signs and 
symptoms of uremia. 12 . 

5. Blood urea (mg/dl) to serum creatinine (mg/dl) ratio 

6. Creatinine (mg/dl) - Height Index (cm) (Blackman 
G.L., et Al, 1977) Actual 24 hour urinary creatinine 
excretion (mg/dl ) = Normative value ( for height 
and sex) of creatine Excreation (mg/dl) 

7. Q -Tc Interval ( second) in E.C.G. by Bazett’s 
formula:- Q- Tc = Q - T O R - R. The data was 
analyzed using the standard statistical techniques 
and results were expressed as arithmetic mean ± 1 
S D. The Bayesian methods and student t-test 
were employed where necessary. 

RESULTS 

In 50 C.R.F. Patients, the spectrum of clinical 
positivity was 14% and that of radiological and 
histopathological positivity 26% and 34% respectively. 
Aluminium bone disease was seen in 10% of C.R.F. 
patients and in 29 4% of histopathologically positive 
R O D patients. Histopathologically, the 17 ROD 
patients were found to consist of 4-disease patterns viz., 
osteomalacja (10 patients), osteosclerosis (4), mixed 
osteodystrophy (3) Aluminium bone disease 

superimposed on osteomalacia (4) and mixed 

osteodystrophy (1). Osteomalacia was seen having 
wide osteoid seams and decreased mineralization; 
osteoscelrosis as increased total mass and density 
of bone with more bone per unit area; mixed 
osteodystrophy as wide osteoid seams, impaired 
mineralization and peri trabecular fibrosis and 

Aluminium bone disease as spots of aluminium with 
no apparent osteoid seams or as dark- back Aluminium 
lines at osteoid- mineralized interfaces. Osteomalacia 
constituted the predominant histopathological type of 
bone disease (58 82% ) with predominance of 
superimposed aluminimum bone disease ( 23 52% ). The; 
mean uremic index in the histopathpologically positive 
R O D patients was 12 47+2 80 The most frequent 
bone symptoms and sign were diffuse bone pain 
(82.35 %), bone tenderness and muscular Weakness 
(47.05 %) each Clinically, the predialysis patients had 
arthropathy (100%), Dwarfish (100%), bone 
deformities (90%), joint pains (81.8%), cataracts 
(81.25%), proximal myopathy (80.0%), muscular 
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alaiess (80 % ), bone pain (68.75%) and bone 
WC . s (62.50%) as the most frequent symptoms and 
^ The hemodialysis patients on the other hand, 
S,Sn IniPd with comparatively lower percentage of 
nhvsical symptoms and signs i.e. waddling gait (50%), 
Lne tenderness (37.50%), and diffuse bone pain 

3 1 25 %) The diffuse bone pain had highest sensitivity 

82 35%) and specificity (93.93%), dwarfism; 

Waddling gait and bone tenderness had highest 
specificity (100%) but low sensitivity (5.88%, 11.76% 
and 47 05% respectively), for the histological presence 
of bone disease. Similarly, the positive predictive values 
of bone pain and waddling gait were 87.50% and 
100% respectively and efficiencies of diffuse bone pain 
and bone tenderness were 90% and 82% respectively. 
Microcytic hypochromic anemia was seen in 5.88% 
cases of histopathologically positive R O D. Patients, 
and serum alkaline Phosphatase as values were elevated 
in 27.27% cases of osteomalacia, 18.18% Osteosclerosis, 
18 18% mixed osteodystrophy and 9.09% each in 
Aluminimum bone disease superimposed on 
osteomalacia and mixed Osteodystrophy. The highest 
prevalence of osteomalacia (23.07%) was seen in 
hemodialysis patients and that of osteosclerosis (8.82%) 
and mixed Osteodystrophy (8.82%) was seen in patients 
who had consumed A.C.P.B. 

Aluminimum bone disease, as a whole was more 
prevalent In A.C.P.B. ingestion group (14.70%) but 
was predominantly more common (10.81%) in 
predialysis patients having osteomalacia; 21.3% of 
cases of C.G.N. were associated with Aluminium 
bone disease. Age-wise, the 11-20 years group had 
Aluminimum bone disease in 20.00% of patients; 31- 
40 years in 14.2% and 41-50 years in 33.3%. In 
diabetic nephropathy, 40% of cases of osteomalacia 
who had superimposed Aluminimum bone disease 
suffered from encephalopathy as well; the 20% of 
which died during the hospital stay and the other 
20% were in a moribund state. 

The 13 radiologically positive ROD. patients 
consisted of 5 patients (38.46%) having features of 
osteomalacia (viz. looser’s zones, triradiate pelvis, cod¬ 
fish vertebrae and fractured vertebrae), 4 patients 
(30.76%) of secondary hyperparthyroidism (viz. 
subperiosteal resorption, bone cysts and metastatic 
calcification ) and 4 patients (30.76%) exclusively of 
osteoporosis; thereby showing osteomalacia as a 
predominant radiological lesion in this study. 

The patients having radiological evidence of 
osteoporosis had histological evidence of osteomalacia 
in 30%, osteosclerosis in 10% and Aluminimum 
bone disease in 20%. Those having features of 
looser’s zone and genu valgum had histological 


presence of osteomalacia and those having triradiate 
pelvis, cod-fish vertebrae and osteoslerosis had 
mixed osteodystrophy. 

DISCUSSION 

Renal osteodystrophy is a metabolic disease of 
C.R.F. The long standing alterations in the mineral 
metabolism generated by renal failure have a 
profound effect on skeleton and induces a systemic 
disease 13 . 

Age-wise, the osseous changes of C.R.F. have 
been reported in patients having age from 6-90 
years. 14 The greater availability of dialysis has 
eliminated age-limitations leading to an increase in 
average age of such patients. In the present study, 
the age of C.R.F. patients included into the study 
ranged from 14-84 years and the mean age of 

R O D. patients was 47 ± 19.63 years. 

Although the male population had predominance 
over the female during the last census in J&K State - 
931 females against 1000 males 1 ', but the male- 
female ratio of R O D. found in present study was I 
: 1.1, showing predominance in the females 

Of the six districts of Jammu Province, Jammu is 
the most populous one 15 where greater number of 
R O D. patients (89.32%) were detected in the 

present study. 

In the western countries, the Aluminimum bone 
disease is found In 50% of unselected cases of 

C.R.F., in 90% cases of osteomalacia, and 50% 
in mixed osteodystrophy 16 . The present study 
showed 10% of unselected cases of C.R.F. having 
Aluminimum bone disease, 8 % of it 
superimposed on osteomalacia and 2% on 
mixed osteodystrophy. Varied prevalence of 
Aluminimum bone disease has been reported by 
different authors. 

The low prevalence of R O D. in tropics differs 
striklingly from reports in temperate areas and it 
varies according to centre , region, countries, 
types and duration of renal pathology, 
regional sun- light exposure, dietary habits and 
perhaps the anecdotal variations in bone 
constitutionl7. The climate of outer plains> of 
Jammu province is sub- tropical and monsoon type 
and that of the zone of mountains depends upon the 
altitude 15 - 11 . The geographical aspects of the 
population of patients studied, type of diet and 
E.S.R.F. therapies received are likely to influence 
the determination of die histological features of 
the renal bone disease 

The remediable ad ar.cement ct the biochemical 
management cf ; ,n .; r with F S R O (end stage renal 
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disease), dialysis system and increased successful renal 
transplantation have led to a decline in the frequency 
and severity of osseous which were among 
the most serious consequences of renal failure 19 . 
Mankin 19 reported that the syndrome of R O D. is 

much less common than in prior years. 

Cobum, 20 reported low frequency of 

osteomalacia in areas where the water content is 
not polluted with Aluminium. Pierdes 2, and Revell 
Peter A. 22 stated that the commonest feature of 
R O D. in U S. A. is osteitis fibrosa, while in 
part of U K. osteomalacia predominates . In India , 
Rao M, et al 23 reported 32 cases of R O D. out of 
50 C.R.F. patients studied and the Aluminium 
bone disease was seen in 4 cases. In the present 
study , 17 cases of R O D. were detected in 50 
cases of C.R.F. and the Aluminium disease 
was seen in 5 cases. The predominant 

histopathologica! type of bone disease was 
ostebmalacia (20% ), followed by 

osteosclerosis ( 8% ) and mixed osteodystrophy ( 6% 
). The Aluminium bone disease was found 

predominantly superimposed on osteomalacia ( 8 % ) 
and mixed osteodystrophy (2 %). 

The Aluminium deposits in bone 

characteristically induce low turnover type of 
bone disease i e. osteomalacia 16 - 24 - 2 '. In the present 
study , 14 70 % of patients who had consumed 

AC.PB for variable duration developed 
Aluminium bone disease; 8 82 % superimposed on 
osteomalacia and 5 88 % on mixed osteodysfrophy . 
But 7 69 % of the patients in the hemodialysis 

group, developed the Aluminium bone disease 

meaning thereby that the Aluminium bone disease 
is seen more frequently in A.C.P.B. ingestion group 
patients and appears to have a strong association 

with patients consuming A.C.P.B. an observation 
similar to that reported by Rao 23 . 

The chief mineral source of Jammu 
province is Bauxite - an Aluminium ore”. Aluminium 
induces a low turnover type of bone disease i.e. 
osteomalacia The present study revealed the 
majority of R O D patients having osteomalacia 
with predominance of Aluminium bone disease in 
patients having osteomalacia histologically. Since 
the majority of cases of C.R.F. having Aluminium 
bone disease was seen in A.C.P.B. ingestion group ( 
14 70% ), followed by predialysis group ( 10 8% ) and 
hemodialysis group ( 7 69% ),it can be deducted that 
the ACPB ingestion, was the chief source of 
Aluminium deposition in bones in patients of C.R.F. 
m present study 

A relationship exists between the body Aluminium 


accumulation and neurocognitive dysfunction 
morbidity in patients of C.R.P 6 - 27 - 2 *. J n the pre ° r 
study, 40% of the patients having Aluminium boT 
disease had encephalopathy of which 20% died and 
another 20% were in a moribund state. 

Pie 29 studied ROD. in 259 diabetic patients 

and reported that osteitis fibrosa and miv J 

osteodystrophy were uncommon (8 patients), however 
aplastic bone disease was more common ( 19 patent, 
and Aluminium bone disease was more frequentl 
seen in non-diabetics. In the present study, osteitis 
fibrosa, mixed osteodystrophy and aplastic bone 
disease were not seen in the diabetic; however 
3 out of 13 diabetics had osteomalacia, 1 had 
osteosclerosis and only 2 had Aluminium bone 
disease superimposed on osteomalacia. So the 
Aluminium bone disease was seen more commonly 
in the non-diabetics (3 patients out of 5 ) j n t h e 
present study. 


In mild and moderate renal failure with 
G.F.R. less than 40 ml/minute, the woven osteoid is 
present with . impaired mineralization in some 
patients 2 - 16 . Smith 30 stated that in E.S R.F, all 
patients have abnormal bone histology and 
approximately 5% have stainable Aluminium at 
nuncralization front. In the present study, all patients 
having histopathologically positive R OD, had 
creatinine clearance (or G.F.R.) less than 40 ml/ 
minute with the histological spectrum as: 10 patients 
of osteomalacia, 4 of osteosclerosis, 3 and 5 of mixed 
osteodystrophy and Aluminium bone disease 
respectively. 


CONCLUSIONS 

The histopathologica! spectrum of 17 ROD 
patients found in 50 C.R.F. patients studied consisted 
of osteomalacia in 10 patients, osteosclerosis in 4, 
mixed osteodystrophy in 3, and Aluminium bone 
disease superimposed on osteomalacia in 4 
patients and mixed osteodystrophy in 1. 

All the 5 patients of C.R.F. having Aluminium 
bone disease had creatinine clearance of less 40 ml/ 
minute and the disease was more commonly seen in 
non-diabetics; associated with C.G.N., encephalopathy 
and in those who had consumed Aluminium 
containing phosphate binders. 
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OF THE DISTAL RADIUS Wr^j 


Suhail Afzal M S.; M R Mir M S.; M.A. Halwai M S.; Sliabir Ahmad MBBS _ 

ABSTRACT: Thirty patients of unstable fractures of distal radius,were treated by dosed reduction and externalfixator} ' 
April 2001 to March 2002 at Govt.hospitalfor Bone andjoint surgery .consisting of a converging pin configuration 
reduced external fixator time.The study consisted of 14 males and 16 females with an a\’erage age of 42 yearsfav 
62Years). The patients were followed up for an average of 36 weeks(l6-52 weeks). The affected side nos right in t\~ 
patients, left side in nine patients and one patient had bilateral involvement.Sixteen patients had an excellent result 
a good result, three a fair result and two. a poor result, assessed as per the Modified clinical scoring system of Greened 
O Brien( 199!)'. The two poor results were attributed to the development of Sudeck s Osteodystrophy. Radial length 
well maintained, with shortening crveraging less than 2mm. 

Key Words:- fractures of distal radius, ligamentotaxis, externalfixator, percutaneous pinning. 
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Unstable fractures of the distal radius remain a 
challenging problem despite continued refinements in the 
treatment If these fractures are allowed to collapse.radial 
shortenmg.angulation and articular incongruity may cause 
permanent disability Although some authors have reported 
satisfactory results with closed reduction and 
immobilization in cast \ most have recommended some 
type of skeletal fixation to maintain the reduction Vl . A 
variety of methods have been devised to avoid loss of 
reduction, including pinning the distal fragment 
percutaneously\ using an external fixator 4 \ The basic 
principle in many of these methods is to provide fixed 
traction which prevents shortening of the radius The 
converging pins of the external fixator prevent 
loosenmg.thereby diminishing the nsks of infection.loss 
of reduction of fracture, and breakage of pins. This 
geometry of pins provides rigid fixation even in 
osteoporotic bone 1 . 

MATERIAL AND METHOD: 

Between April 2001 to March 2002,tlurty patients of 
unstable fractures of distal radius treated in this hospital 
by external fixator and augmented Kirschner wires 
percutaneously in some cases were included in this study 
The critena of Cooney et al, were used to determine the 
unstable fractures of the distal radius.There were 
sixteen(53%) female and fourteen(47%) male patients, with 
age range from 20 to 62 years(avg 42 yrs) The right side 
was involved in Twenty(67%) patients The left side in 
ninet30%) patients and one(3%) of the patients had a 


bilateral involvement. The mechanism of injury was fall 
on an outstretched hand in twenty eight(93%) patients and 
motor vehicle accident in two (7%) patients The average 
duration from the injury to the operation was two days 

The fractures were classified as per the universal 
classification!Cooney) 10 Twelve were extraarticular 
fractures! type-2),eiglit were type-3 and ten were typc-4 
intraarticular fractures Patients who had an open fracture 
or an associated fracture of the ipsilateral extremity, were 
excluded from this study. The patients were assessed 
clinically and radiologically, before subjecting them for the 
procedure. 

Operative Teclmique:- 

The patients were operated under general or regional 
anaesthesia After preparing and draping the limb, the 
forearm was placed on a side trolley. Closed manipulative 
reduction was done and confirmed by imaging A limited 
open dorsal surgical approach was used for the insertion 
of 3mm Shanz pins Two pins were inserted in the radius 
proximal to the fracture, and two pins were inserted m the 
second metacarpal at the neck and base The pins were 
inserted with there tips pointing towards each other at an 
angle of 45-60 degrees The pins were held to the rod with 
clamps Final reduction was done and confirmed by 
imaging and the clamps were tightened, maintaining the 
traction all along Kirschner wires were used incases where 
some of the fragments were irreducible and in cases were 
distal radioulnar joint instability was present. At the 
completion of the procedure, the pin sites were cleaned 
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Post operatively the hand was kept elevated .the 
neurovascular status was closely monitored. The patients 
were instructed excercises for the fingers.elbow and 
shoulder as per the Codmans six pack system ,, .The average 
stay in the hospital postoperatively was 2 days. At the time 
of discharge the patients were instructed in pin care and 
continuation of the physiotherapy programme. Oral 
analgesics and antibiotics were advised for a period of five 
days° The patients were followed initially at 2 weeks, and 
then at 4 weeks. The external fixator was removed at 4 
weeks and a below elbow pop cast was applied. The cast 
and the ‘k’ wires were removed at 6 weeks, and were 
advised to continue the physiotherapy of fingers, elbow, 
shoulder and the wrist. Later the patients were followed 
up at 6 weeks intervals, till the final assessment was done.. 

RESULTS: 

Twenty eight(93%) patients tolerated the external fixator 
well. None of our patients got infected.Two(7%) of the 
patients developed Sudeck’s osteodystrophy.Except the 
two, all patients were pleased with the cosmetic outcome, 
and were able to return to their regular work and daily 
activities. Functional assessment was done in terms of pain, 
functional status.range of motion and grip strength and the 
points allotted in each one, with maximum of 25 points 
(Modified clinical scoring system of Greene and O’ Brien- 
1991)'. The final results were graded into, excellent 90- 
100 pts), good(80-89 pts), fair (65-79 pts) and poor (<65 
pts). 

Pain: 

Fourteen(47%) patients had no pain, eleven(37%) had 
mild occasional pain, three(10%) had moderate but 
tolerable pain and two(6%) patients had severe and 
intolerable pain. 

Functional status: 

Seventeen(57%) of our patients were able to return to 
their regular work, eleven(37%) patients had restriction of 
their regular work, and two(6%) patients were unable to 
work because of pain. 

Range of Motion: 

Sixteen(53%) of the patients had ROM of 100% of 
normal, with a dorsiflexion-palmarflexion arc of 1 20 
degrees or more,eleven(37%) patients had ROM of 75-99% 
of normal , with a DF-PF arc of 91-119 deg,three(10%) 
patients had ROM of 50-74 % of normal with a DF PF arc 
of 61-90 deg. 

„ Grip strength: 

Twenty five(83%) patients had a grip strength of 100° <. 
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of normal,three(10%) patients had 75-99% of normal and 
two(7%) had grip strength of 50-74% of normal. 

On assessing the patients functional outcome based 
upon the above criteria, the final results were computed 
as: 


RESULTS NO.OF CASES %AGE. 

EXCELLENT 16 53% 

GOOD 9 3 ° 8/o 

FAIR 3 10% 

POOR 2 7% 


DISCUSSION:- 

The external fixator provides a simple and reliable 
means of treating these unstable fractures of distal radius, 
according to the concept of ligamentotaxis that was 
proposed by Vidal et al; ,2 . If an adequate closed reduction 
can be obtained, the external fixator maintains the reduction 
with constant distraction until union occurs. Addition of 
‘K.’ wires as a “Joystick” to elevate depressed fragments is 
effective in restoring a congruent distal radial articular 
surface 9 . These wires can also be used to obtain stability 
of distal radio-ulnar joint, which is most of the times 
affected in distal radial fractures. 

The functional result is the most important clinical 
parameter when assessing the results of the treatment of 
distal radial fractures 1 

Many authors recommend shorter fixation periods '\ 
Our concern was that reducing the fixation period might 
increase the risk of redisplacement of the fracture and this 
might spoil the functional results, but our data does not 
suggest so.We also computed the radial shortening as the 
difference between the inti al post-reduction and final 
roentgenograms, made for each patient There was an 
average loss of 2mm, which is in consonance with the other 
published senes' 

We feel that the high rate of excellent and good results, 
and the low rate of complications in our study were 
influenced by the fact that all the fractures were closed, 
without additional injuries of the ipsilateral extremity, 
inherent stability of the converging pins u , \ reduced time 
of external fixator and strong patient motivation to regain 
early and complete function. 

In our study, the data suggests that external fixator with 
augmentation by ‘K’ wires as and when indicated,”is a 
satisfactory method of treating the fractures of the distal 
radius and the outcome is likely improved with shorter 
duration of external fixator application 
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AN OVERVIEW OF SKIWIS 
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Th'iracl: Two hundred andfifty ofpathgogenic streptococci were isolated form PUS (75), Throat (50), Urine(SO), b oo 
in) J csF (4). The highest isolation was of group A streptococci (71 strains) followed by enterococci (70 strains). 
F terococci are associated with both community and hospital acquired infections. Patients on multiple antibiotic make 
^terococci able to survive and proliferate. The cause being underlying disease, prolonged hospital stay, prior surgery, 
lenal insufficiency and physical intervention like urinary and vascular catheters and residency in intensive care unit 

settings. 
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Introduction: 

The past few years have witnessed increasing interest 
in enterococci. Until recently, these ordinary bowel 
commensals languished as inisclassified streptococci, 
commonly perceived with the exception of endocarditis 
and rare cases of meningitis ... (as) not... a major cause of 
serious infection 1 in the last decade, however, enterococci 
have become recognized as leading causes of nosocomial 
bacteremia surgical wound infection and urinary tract 
infection 2 - 3 . Two types of enterococi cause infection 1. 
Those originating from patients native flora, which are 
unlikely to possess resistance beyond that intrinsic to the 
genus and are unlikely to be spread from bed to bed. 2). 
Isolates that possess multiple antibiotic resistance traits and 
are capable of nosocomial transmission. 

Enterococci are exceedingly hard . They tolerate a wide 
variety of growth conditions, including temperatures of 
10°C to 45°C and hypotonic, acidic or alkaline 
environments. Enterocci are intrinsically resistant to many 
antibiotics. Unlikely acquired resistance and virulence 
traits, which are usually transportation or plasmid encoded, 
intrinsic resistance is based in chromosomal genes which 
typically are nontransferable. 

Material and Methods: 

This study was conducted in the department of 
Microbiology, SK Institute of Medical Sciences, Srinagar 
on patients (both outdoor and indoor) who attended the 
hospital for a period of two years. Patients suspected of 
having sore throat, tonsillitis, pharyngitis, puerperal sepsis, 
septicemia, wound infections, respiratory infections and 
other systemic infections were taken. Patients of all age 
groups were included in the study. All specimens were 


processed within 1 hour of their receipt in laboratory. In 
addition to routine blood and chocolate agar, selective 
streptococcal agar and crystal violet blood agar plates 1 were 
used for the selective culture of streptococcus as these 
medias inhibit the growth of staphylococci and some other 
bacteria found in clinical specimens. 

The plates were incubated in a candle jar with 5-10% 
CO, at 37°C for 18-24 hours. Identification of colonies was 
done followed by antibiotic sensitivity. 

Serotyping of colonies was done by latex agglutination kit 
method (Mathur NB 1991) kit manufactured by Rashmi 
enterprises). 

Observation: 

Two hundred and fifty isolated of pathogenic 
streptococci were recovered from the following sources 
PUS (75), Throat(50), Unne (50), blood (10) and CSF (4) 


Sourest of isolation of enterococci according to age 


Total No. of 

Specimen 

04 

5 18 

16 80 

31 40 

Above 

antero cocci 


Yra 

Yr* 

Yra 

Yra 

41 yra 

70(28%) 

PUS (36) 

3(1) 

5(5) 

7(5) 

11(10) 

10(41 


Urirw (28) 

2 

• 

10(5) 

712) 

9(3) 


V»ginal sv*b(2) 

• 

- 

• 

2(2) 

• 


Sputim (2) 

• 

- 

• 

• 

2(2) 


Blood (2) 

* 

• 

• 

• 

2 






(Immunosuppressad) 


Total 

5 

5 

17 

20 

23 


70 

(7.1%) 

(7.1%) 

(24.2%) 

(28.5%) 

(32.8V 


The number in parenthesis shows number of enterococci 
in mixed culture with klebsiella, staphylococcus aureus and 
pseudomonas. Out of 70 isolates of enterococcus maximum 
isolation from pus 36(51.4%) and urine 28(40%) 
Maximum age involved 41 yrs and above 3 2 8% 
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liolMfion of xCreplococci with their respective 5ou.*ce> ;mkI Mitl ij»en»«: croups 


No of strains 


Oimcal 5pecimc:n 

of <|r.*ptot4>cca 

A 

1 i 

C 

t. 


lini ei ucocci 

Pus 

75 

2*» 

» 

(2 r>%) 

5 

1 6 6%) 

3 

(4%) 

1 

(•*%> 

4 0 

(48%) 

Urine 

50 

•i 

1 1 6%) 

7 

(1 *1%) 

A 

i S ° « 1 

(4%) 

• 

28 

(56%) 

Throat swab 

50 

2 7 

( 54*5*) 

7 

( 1 4%) 

7 

(14%) 

< 

( 1 0%) 

(4%) 

• 

(«*-*•) 

Va>/.iniJ swab 

25 

* 

<24%) 

1 7 

(52%) 

1 

(4%) 

2. 

(8%) 

1 

(4%) 

2 

(8%) 

Sputum 

JO 

n 

(5 5Vi) 

1 

(2 7%) 

1 

(2 7%) 

- 

• 

"N 

15.2%) 

liloocJ 

1 O 

• 

(iOVi) 

1 

(I u%) 

• 

• 

* 

2 

(20%) 

rsF 

4 

• 

(25%) 

' 

' 

' 

* 

rm*i 

250 

(lOOVo) 

7| 

(28 -1%) 

*7 

< 12 8%) 

1 X 

(7 2%) 

1 2 

(4 8%) 

6 

(2 4%) 

70 

(2X%) 


Strep 


Stx©p 

WS 




() 6%) (l-f8%) 


I he nMioriiy of isolates belonged t«> croup A 7 I (28 9% l/bllovveH bv entcrocm u 70( 28%) Astociadon between isolation of 
of *ii oplucocct fVom tcspeciivc sources is m ?:n inciim ,%s p v;iluc »s • s.OOI. ***** 


Enterococci were frequently found as part of mixed gram 

nosihve anH Pram nppafivp flora in thper* cpftinoc 


Source of Isolation of streptococci / enterococci 
according to Diagnosis 

Specimen 

Clinical diagnosis No. of Strains 

Enterococci 

PUS 

Wound abscess 

35 

12 

(75) 

Py dermatitis 

14 

8 


Oiabetic ulcers 

5 

5 


Discharging sinus 

7 

6 


Umbilical sepsis 

5 

5 


Miscellaneous 

9 

• 

Urine 

Rec, UTI 

29 

15 

(50) 

Pyelonephritis 

7 

5 


Renal stones 

4 

3 


Diabetes mellitus 

4 

2 


Hypertension 

3 

- 


Toxemia of pregnancy 

3 

3 

Throat swab 

Tonsillitis 

22 

• 

(50) 

Pharyngitis 

11 

• 


Arthritis 

Bronchopneumonia 1 1 

6 

- 

Sputum 

Pneumonia 

18 

m 

(36) 

Lung abscess 

4 

m 


RHD with valvular lesions 5 

• 


CA lung 

2 

2 


Chronic renal failure 

4 



Miscellaneous 

3 

. 

Vaginal swab 

Puerperal sepsis 

12 

1 

(25) 

Pelvic inflammation 

6 

1 


Amnonitis 

6 



Miscellaneous 

1 


Blood 

Septicemia 

7 

2 

(10) 

Endocarditis 

3 


CSF 

Meningitis 

4 


(4) 

Total 


7 A 


Oitrussion: 

•'"c-valence of group A streptococci (28.4%) was 
our study, but it was immediately followed by 
t species (28%). The higher prevalence of 


enterococci is because the study is hospital based and since 
enterococci are resistant to multiple antimicrobial agents 
this allows them to survive and proliferate in patients 
receiving antimicrobial chemotherapy This certainly 
accounts for their ability to cause super-infections j n 
patients receiving a number of different broad-spectrum 
antimicrobial agents. This leads to increased morbidity and 
mortality increased and prolonged hospitalization, use of 
remaining effective antibiotics and leading to greater 
selective pressure, which further increases the antibiotic 
resistance. Enterococci survive heat and desiccation, can 
survive in the environment for prolonged period of time. 
Health care workers also provide the potential for spread. 
Inside hospitals the emergence of enterococci was 
facilitated by practices that allowed the organism to instantly 
spread from one susceptible human to another, 
thermometers, catheters and surgical instruments, I/V lines! 
mechanical ventilation and over use of cephalosporin types 
antibiotics'- 6 . 

An accurate and early diagnosis of all the serographs 
of streptococci should be done so as to prevent the delayed 
sequlae and check the transmission of disease in hospitals 
and also eliminate the indiscriminate use of antibiotics. In 
conclusion enterococcus is emerging as a nosocomial 
pathogen and care should be taken in hospitals and a well- 
outlined strategy should be laid including a) injection 
prevention b) eradicating infections c) proper antibiotic 
usaged) and preventing the transmission which will reduce 
the incidence of enterococci. 
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THE ROLE OF ULTRASONOGRAPHY IN BLUNT ABDOMINAL 
TRAUMA: A RETROSPECTIVE STUDY 


Bakshi Jehangir M.D ; Arshad H. Bhat M.B.B.S ; Asifa Nazir M.B.B.S 


Abstract: This retrospective study assessed the ability of abdominal ultrasound (USG) to confirm the presence of abdominal 
or pelvic injury as an indicator of the needfor emergency laparotomy in 56 cases of Blunt Abdominal Trauma (BAT) wjfa 
surgical findings used as diagnostic standard It cdso summarised the recent literature on the use of ultrasound in evaluatin 
blunt abdominal trauma as an adjunct or an alternative to diagnostic peritoneal lavage (DPL) and abdominal computed 
tomography (CT). 


j 


Keywords : Ultrasound (USG), Blunt Abdominal Trauma (BAT), Diagnostic peritoneal lavage (DPL) , Computerised 
Tomography (CT) 
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Introduction : 

The diagnosis of intra-abdominal injury following blunt 
abdominal trauma presents a diagnostic challenge even to 
the skilled surgeon. Clinical findings are often equivocal 
even as failure to-detect injury may lead to significant 
morbidity and mortality ,, - 2| J while unnecessary surgery has 
to be avoided in patients who can be managed 
conservatively. Expedient and accurate diagnosis is thus 
essential in the evaluation and management of patients with 
blunt abdominal trauma suspected of having intra¬ 
abdominal injury |31 . These patients can benefit from the 
high level of accuracy of abdominal ultrasound as the 
primary screening modality as it is accurate, noninvasive, 
rapid and portable, and allows serial examinations to be 
easily performed. 

Materials And Methods : 

This retrospective study was conducted in 56 
consecutive patients of blunt abdominal trauma admitted 
in the Surgical Casualty Department of S.M.H.S Hospital, 
Srinagar, Kashmir who were initially evaluated by 
ultrasound and later underwent surgical intervention based 
on the USG findings or because of deteriorating clinical 
status and suspicion of intra-abdominal injury despite 
negative USG findings. 

Radiologists from the Department of Radiodiagnosis 
and Imaging performed the examinations using a 
standardized procedure on a bedside USG unit (RT 3200, 
GE) with a 3.5 MHz convex probe. Patients were scanned 
with their bladders filled, either before bladder 
catheterization, or after temporary clamping of the catheter 
or filling with 200-300 ml of sterile saline through a Foleys 
catheter USG examination included the four abdominal 


quadrants, the suprapubic region, and the subxiphoid region 
and assessed for visceral injuries and free fluid in the 
abdomen or pelvis with particular reference to fluid in the 
Morrison’s pouch Hl . USG findings were considered 
positive if free fluid was present or parenchymal 
abnormalities consistent with trauma were detected and and 
in each case, US findings were correlated with those of 
subsequent surgical intervention. Data recorded included 
demographics, mechanism of injury and USG and operative 
findings. 

Results: 

The ages of 56 patients in our study population ranged 
from 3 years to 54 years, with the mean age being 34.2 
years. Eleven patients belonged to the pediatric age group 
of 12 years or less. 43 patients were male and 23 patients 
were female, with the male: female ratio being 1.9:1 . USG 
findings were positive in 51 patients. False-negative 
findings included four cases of subtle visceral injuries (1 
splenic and 3 hepatic contusions ) not detected by USG, 
and one patient who had significant amount of free fluid 
on laparotomy which was not picked up by USG due 
probably to sub-optimal operator technique. In two cases 
the initial USG failed to depict small amounts of fluid and 
in both the cases free fluid was identified with repeat USG 
examination with full bladder and confirmed by the surgical 
findings and these cases have been included as positive | 
cases.There were no patients with false-positive findings I 
of free fluid or parenchymal injury. Sensitivity of US was I 
91 %(51 of 56 patients) and Specificity of US was 100% I 
(51 of 51 patients). Positive predictive value was 100% I 
and overall accuracy was found to be 93 %. 1 
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Table 1. Causes of BAT 


~Tntal No. of patients 
Road Traffic Accident (RTA) 
Blow to abdomen 
Fall from height 11 
injury by an anima!03 


56 

29 (51.8%) 
13 (23.2%) 
(19.6%) 
(5.4%) 


Table 2. Operative Findings 


Total No. of patients 
Splenic injury 
Liver injury 
Renal injury 
Bladder injury 
Others 


56 

29 (51.8%) 
17 (30.3%) 
05 (8.9%) 
02 (3,6%) 
03 (5.4%) 


Discussion 

While the use of USG in the management of abdominal 
trauma has been extensively studied in Europe and Asia 
since the early seventies, it has only recently been accepted 
as an emerging modality in the United States where DPL, 
as a time-honored test, and CT, as the current diagnostic 
standard, are the primary modalities used'- 6 - 7 . 

USG has the advantage of being accurate, noninvasive, 
rapid, portable and repeatable. DPL is fast and accurate 
but is associated with complications and cannot be 
performed in patients with recent laparotomy, pregnancy, 
coagulopathy etc. CT is also accurate but time-consuming, 
and requires stability and transportability of the patient, 
besides being quite expensive in our set-up. 


A review of the literature pertaining to the use of 
ultrasound in the evaluation of patients with blunt 
abdominal trauma confirms the high level of accuracy of 
USG and recommends its use as the primary screening 
modality in BAT. The sensitivity, specificity, positive 
predictive value, negative predictive value, and overall 
accuracy of US for identifying abdominal or pelvic free 
fluid were found to be 69 %, 100 %, 100 %, 95 %, and 
95 %, respectively in a comprehensive study conducted by 
Nunes et al in 2001 |3 ’. Dolich and colleagues (2001) 1,1 
observed that US had a sensitivity of 86%, a specificity of 
98%, and an accuracy of 97% for detection of intra¬ 
abdominal injuries. Positive predictive value was 87% and 
negative predictive value was 98%. According to a study 
conducted by Brown and co-workers (2001) m , specificity 
of US was 96% (2,429 of 2,521 patients), and overall 
accuracy was 96% (2,574 of 2,693 patients). Positive 
predictive value was 61% (145 of 23 7 patients), and 
negative predictive value was 99% (2,429 of 2,456 
patients). Similar findings had earlier been reported by 
various researchers l 2 ** l0 "l Many researchers have also 
recommended replacement of DPL and CT by USG in the 
initial management of BAT |, • ,2 • ,,, . The cost-effectiveness 
of USG viz-a-vis DPL and CT has been reported ,l ' 1 . The 
findings of our study correspond well with the established 


literature. 


Conclusion : 

Abdominal Ultrasound (USG) performed by 
experienced operators allows fast and accurate screening 
for injury in patients with blunt abdominal trauma. The 
presence of free fluid or parenchymal injury is a highly 
reliable indicator of the need for emergency laporatomy. 

In the absence of free fluid or parenchymal injury on USG, 
conservative management for stable patients is 
recommended. Diagnostic peritoneal lavage (DPL) or 
Computerised Tomography (CT) should be initially 
performed only if USG is not available. 
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INGESTED FOREIGN BODIES - A PROSPECTIVE STUDY 


Shafkat.A.Lone, Lateef Ahmad, Mir Sajad, Javed Akbar, _ 

Abstract: A prospective study of 220 indoor patients with ingested foreign bodies was carried in the department 
Otorhinolaryngology and Head and Neck Surgery Govt. Medical College Srinagar from May 2000 to May 200? M ^ 
were more commonly invoked than the females in the ratio of 1.3:1. The most commonly involved age group was les th* 
10 years (40.45%). The most commonly removedforeign body was coin in less than 10 years of age (82%) and meat b ^ 
in those who were above 10 years of age (53.43%). The commonest site of foreign body impaction was cricopha ^ 
(77.72%). Most of the foreign bodies were radio-opaque (81.8%). There was neither any case of complication follow* 
removal of foreign bodies nor there was any case of anatomical abnormality or lesion in-patients with oesopf '^i 
foreign bodies. * ea 

Key words: Foreign bodies, coins, meat bones, cricopharynx. 
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Introduction: 

Ingested foreign bodies in the upper aero-digestive tract 
form significant part of the “On Call" activities of the ENT 
staff (upto 30% ofout-ofhourreferals) 1 . Dealing with these 
foreign bodies can be difficult and failure to recognize or 
remove them promptly can lead to morbidity and mortality 2 . 
Foreign bodies are most common in children, the elderly, 
those with dentures or with local disease of the pharynx or 
oesophagus 24 .Hypopharynx, upper oesophagus and 
oropharynx have been confirmed as sites of impaction 

Foreign bodies in the hypopharynx and upper oesophagus 
are common in our expenence (77 72%). Radiographs are 
frequently performed and are usually helpful (818%). The 
localization of foreign body in the upper aero-digestive tract 
by a patient is also of great importance and needs 
endoscopic examination even if signs of foreign body are 
not seen on a radiograph 6 . 

Material and methods: 

A prospective study was undertaken on 220 patients 
admitted in the department of ENT and Head and Neck 
Surgery with a recent history of foreign body ingestion from 
May 2000 to April 2002 A proforma was used to record 
patients information at presentation, and the outcome of 
investigations and treatment. In particular, patient’s age, 
sex, symptom at the time of presentation, type and site of 
foreign body found was noted All patients were advised 
to obtain a roentgenogram of soft tissue neck (lateral and 
Antero-posterior view) and roentgenogram of chest 
I Antero-posterior) when required In case of coin ingestion, 
if foreign body was not visualized in X-ray chest. 


was advised. Where possible the foreign body was removed 
using topical local anaesthetic agent. Patient in whom tins 
was not possible, and where a foreign body was considered 
to be present on clinical or radiological grounds, endoscopy 
was done under general anaesthesia and the site of foreign 
body at the time of removal again noted. Those patients 
where foreign body was not suspected on clinical or 
radiological grounds in the upper digestive tact were not 
included in the study. Ban urn swallow was advised in those 
patients where an anatomical abnormality, lesion or a pouch 
was suspected 

Results: 

A total of 220 patients, wherein an ingested foreign 
body was removed, were studied over a period of two years 
from May 2000 to Apnl 2002. 

Age & sex distribution: The age at presentation ranged 
from one (1) year to 70 years. The most common age group 
with a foreign body was <10 years. However, the 
distribution of ages where a foreign was removed was 
spread across all age groups (Table 1). Males were more 
commonly involved than females in the ratio of 1.3:1. 

Nature of ingested foreign body: The types of foreign 
body found were 93 coins (42.27%), 70 meat bones{ 
(31.81 %) including sheep, beef and poultry bones}, 25 meat 
boluses( 11.36%), 12 dentures(5.45%), 9 fish bones(4.09%) 
and 11 others including pins, needles, hooks etc. (Table II) 

Site of impaction: All foreign bodies removed were 
proximal to oesophageo-gastnc junction Out of total 220 
foreign bodies removed, 171 (77.73%) were found in 
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sterior pharyngeal wall and tonsils 4 each (1.81%each) 
^aUeculae 2 (0.90%) and lower oesophagus one (0.45%) - 

Management: After clinical assessment one of the 
following courses of action was decided upon. 9 foreign 
bodies were removed at the time of initial clinical 
examination from the tonsils, posterior pharyngeal wall (4- 
each) and vallecula (1) using a tongue depressor, 
illumination and a pair of forceps. These included eight 
fish bones and one steel wire. In the rest 211 endoscopies 
were performed under general anaesthesia and foreign 
bodies removed. Only those endoscopies were included in 
this study where a foreign body was removed. 

Radiographic examination: The radiographs of the soft 
tissue neck (lateral view) and P-A view chest radiograph 
(where applicable) were advised after clinical assessment. 
In the case of coin, meat bones, metallic foreign bodies 
and fish bones, radiographs were diagnostic (81.8%). In 
the presence of symptoms where a foreign body was not 
visualized on radiograph, endoscopy was still done. 
Radiographs for other foreign bodies were helpful in 
confirming or revealing the presence of a foreign body. 
Three radiographic signs were found to be helpful in such 
cases; presence of a foreign body shadow, gas in the upper 
oesophagus and increased depth of the prevertebral soft 

tissue shadow. 

Discussion: 

In this study patients were in the age range of 1 -70 years 
with no age group exemption. Younger children below 10 
years of age were more prone to foreign body ingestion 
(40.91%) and coin was the most common foreign body in 
this age group (82.02%) This is in consistent with the 
findings of Ellen 2 This may reflect the easy availability of 
coins and exploring the nature of an object by putting in 
the mouth in younger children. Other foreign bodies 
including meat bones, meat boluses and dentures were more 
common above 10 years.This is consistent with the findings 
of Jone’s et-al 7 . This is because of the differences in eating 
patterns such as taking more meat in this part of the country 
Males were more commonly involved than females in the 
ratio of 1.3.1 This is consistent with the findings of Flynn 1 

The role of radiograph in coin ingestion, meat bones, 
metallic foreign bodies and fish bones is definite. But 17% 
of radiographs for ingested foreign bodies could be avoided 
if careful history and proper examination of the 
cricopharynx and hypopharynx is performed 1 . In other cases 
clinical features such as pain, dysphagia or pooling of saliva 
will indicate the suspicion of a foreign body 211 
endoscopies were performed under general anaesthesia to 
remove foreign bodies. There was no complication. This 
is probably because these endoscopies were performed by 
experts. No anatomical abnormality has been noted in 


patients with oesophageal foreign bodies in comparison to 
other studies where upto 22% of patients had underlying 
anatomical abnormality 2 . 


Table I: Age distribution of the patients. 


Age in years 

No. of foreign bodies 

%age 

< 10 

90 

40.91 

11-20 

44 

20.00 

21-30 

33 

15.00 

31-40 

24 

10.91 

41-50 

16 

7.28 

51-60 

9 

4.09 

61-70 

4 

1.81 

TOTAL 

220 

100. 


Table II: Foreign bodies-type & %age 


Type of foreign body 

Number 

%age 

Coin 

93 

42.27 

Meat bone 

70 

31.81 

Meat bolus 

25 

11.36 

Denture 

12 

5.45 

Fish bone 

9 

4.09 

Steel wire 

4 

1 81 

Safety pin 

2 

0.90 

Drawing pin 

2 

0.90 

Metallic hook, ear ring 



& Syringe Needle 

1 each 

0.45 each 

Total 

220 

100 


Table lll:Type & percentage ol foreign body <10 years 


Type of foreign body 

Number 

%age 

Coin 

73 

82 

Meat bone 

9 

10.14 

Meat bolus 

2 

2.26 

Safety pin 

1 

1.12 

Denture 

1 

1.12 

Metallic hook 

1 

1.12 

Ear ring 

1 

1.12 

Syringe needle 

1 

1.12 

Total 

89 

100 

Table IV: Site of impaction & percentage 

Site 

No. of foreign bodies %age 

Cricopharynx 

171 

77 73 

Mid oesophagus 

29 

13.19 

Pyriform fossae 

9 

4-10 

Posterior pharyngeal wall 

4 

1 81 

Tonsils 

4 

1.81 

Valecullae 

2 

0.09 

Lower oesophagus 

1 

0.46 

Total 

220 

100 
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^^aITaspects OF OBSTRUCTED LABOUR 


.-ja f^ fir M.D.; Shahida Kounsar M.D.; Shahida Fazli M.D. ------- 

/. Three hundred and seventy cases of obstructed labour were seen from 01-11-1989 to 30-04-1991 out °f 
A of16 403 during the said period giving cm incidence of 2.24% in Kashmir Valley. .Contracted pelvis & C 

C °een to be commonest cause of Obstruction (59.18%) followed by Malpresenfation (36.39%). There Mere 27 cases of 
' iPSS u f enl s in the series givingan incidence of 7.29%. Maternal and prenatal mortality has been 2.16% and 37.83% 
nl ^s Actively 4 cases ofvesico-vaginalfistulae were recorded in (he present series. Intelligent anticipation during antenatal 
ck-up and timely referral to well equipped centers is suggested to prevent occurrence of obstructed labour. The basic 
^nanagement of obstructed labour is urgent delivery to avoid 'further distension and rupture of uterus and to salvage the 

foetus if it is still alive. 

Keywords: Obstructed labour, contracted pelvis, CPD, Malpresenfation 
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Introduction 

Any woman who is unable to deliver by natural means 
is said to be in obstructed labour 1 . These cases are usually 
un-booked brought late in labour with rupture membrane, 
infected and in a state of exhaustion and some report with 
rupture of uterus usually handled by unskilled midwives. 
The magnitude of Perinatal and maternal complications, 
which result from occurence of obstructed labour, has given 
the necessary stimulus for present study. The study under 
review has been conducted in Lalded Hospital, a teaching 
Maternity Hospital associated with Government Medical 
College, Srinagar. Three hundred and seventy cases of 
Obstructed labour were seen during a period of one and a 
half year from 1-11-89 to 30-4-1991. An attempt has been 
made to find out major causes and the incidence of 
obstructed labour in Kashmir valley, its relation with age, 
parity , stature and social economic status of the patient. 
Different consequences and Perinatal and maternal 
mortality has been analyzed. 

Observation 

There were total of 16,493 confinements during this 
period 370 cases of obstructed labour were seen for the 
same period giving an incidence of 2.24%. Majorities of 
patients with obstructed labour were in the age group of 
21-30 years (59.45%) followed by 31-40 years (25-40). 
Out of these 77.3% were of rural origin while 22.7% belong 
to urban areas. Two hundred and fifty patients belong to a 
poor economic group with a monthly income of less than 
Rs. 600/-. Patients from rural areas were un-booked and 
most of these patients (70.27%) were handled by Dais at 
home and gave hi story of receiving drugs in the form of 
injection and IV infusion. In urban group of 84 patients. 


attend hospitals for socio economic factors and because of 
ignorance another sizeable number of patients (18.37%) 
could not attend the hospital in view of curfew restrictions 
which were quite often imposed in the valley during that 
period of turmoil (27.29%) were primigranda 52.97% were 
of para 1-4, 19.74% and were para. The height was less 
than 5ft 2” in 296 cases. 

Clinical Presentation 

All the patients in the present series were having 
Tachycardia, 301 cases (81.35%) were having signs of 
dehydration. Distended bladder was seen in 83 78% cases 
Bandl’s ring observed in 86 cases (23 24%) Membranes 
were absent in 315 patients (85.13%) 246cases(69 18°o) 
had associated problems in the form of anaemia 196 cases 
Osteomalacia 21 cases PET in 4 cases. Diabetes in 3 
patients and APH in 4 cases. Contracted pelvis and CPD 
were seen in 219 cases (59.18%) to be the cause of 
obstructed labour followed by mal presentation (35 39%) 
out of mal presentation transverse lie was seen to be 
commonest cases of obstruction (22.70%) Foetalmal 
formation was seen in 10 cases (2 70%) 

Method of Delivery 

311 patients (84.05%) were subjected to caesarian 
section while in 27 patients (7.29%) had vacuum extraction 
Out of patients who underwent caesarian section wound 
sepsis was seen to be commonest complication 98 cases 
(31.59%) followed by post-operative shock. 70 cases 
(22.50%) PPH was seen in 50 patients (16 07%) and 
extension of incision in 39 cases (12 54%) Out of 27 
patients were caesarian Hysterectomy was done wound 
sepsis was seen in 29 625%, post-operative shock in 
37 03% and Peritonitis 18 51% 32 patients who were 


30 were booked (35.71%) 247 patients (66.74%) did not delivered vaginally PPH wa s seen in 28 1 2° c. wound sepsis 
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in 37.5% and complete perineal Tear in 2.37% of cases. 
Cervical tears was seen in 2 patients. There were 27 cases 
of rupture uterus (7.29%) tranverse lie with impacted 
shoulder was seen in 15 patients and scar rupture was seen 
in 7 cases. There was history of receiving oxytoxic drugs 
at home in 13 patients. In 229 cases were foetal head was 
impacted for a long time., indwelling catheter was kept for 
10 days as pressure necroses of bladder was likely, despite 
of this 4 cases of WF were recorded. 

Maternal and Perinatal Mortality 

There were total of eight maternal deaths in *he present 
senes of 3 70 cases of obstructed labour (2.16%). 5 patients 
died of septcemia, 2 patients due to hypovolumic shock 
while one patient died of disseminated intravascular 
coagulopathy. 140 cases of perinatal deaths were observed 
in the present series, 64 were still birth while 56 cases were 
neonatal deaths. 

Discussion 

In advanced countries modem obstetrics care and rarity 
of severally contracted pelvis have led to virtual 
disappearances of obstructed labour. But in developing 
countries like in India obstructed labour still remains a 
frequent obstetric complication. During the present study 
an incidence of 2.2% of obstructed labour was seen and 
almost same incidence has been recorded by Datta & Pall 
(1978) and Sarkar & Paul 2 . Rastogi and Trivedi K 3 gave a 
higher incidence of 11.78% while Lister 1 noted a lower 
incidence of 1 in 189 deliveries. The age group incidence 
in present study was 20-30 years (59.59%) followed by 
31-40 years (25.40%) same view is shared by the authors 
mentioned above. The socio-economic profile of patients 
in the present study was seen as majority 286 (77.3%) 
belonging to lowS.E. Class of rural areas of Kashmir. Rural 
preponderance has also been noted by Rastogi and Trevidi 4 
and Sarkar & Paul 3 . Rural preponderance has been 
attributed to : ignorance and illiteracy, low S.E. Status, 
absence of qualified staff in peripheral hospital. Late referral 
from peripheral hospitals. The incidence in terms of parity 
m present study was 196 cases (52.97%) were para 1-4 
while 101 cases (29.2.%) pnmigravidas 73 patients were 
grand multiparas (51). In other comperati ve studies e g by 
Sarkar & Paul 3 party 1 -4 as a major group (57.5%) followed 
by prinugravidas (45.99%) , n a senes and Ray Chowdery 
& Sikdar had noted that in pnmigravidas obstructed labour 
was more common. Along with age and parity, another 
correlalting factor was stature. 48.64% of present patients 
were having a height of 5 ft. 2 inches while 31.35% were 
below the height of 5 ft short statured females can have 
contracted pelvis which gives rise to cephalo-plevic 
disproportion and hence to obstructed labour. This cause 


can be prevented by intelligent anticipation^^ 
Antenatal period and these patients should be timely i'T 8 
to well equipped centers. The most common clj • 
presentation was due to severe water and electrT* 1 
imbalance in mother giving rise to dehydration* 
metabolic acidosis. Birth canal infection is almost a\ ^ 
established by the time labour has reached the sta^ 
obstruction. Gut distention is another common f ea ? ° f 
During the present study CPD was seen in 59.18% c 
followed by malpresentation (35.39%). These'causes*** 
in close conformity with the finding of Lister 1 and Sa T* 
of Paul 3 . In a series presented by Roy Chowdery 
Sikdar 3 , malpresentation has been seen to be thecommonea 
cause. The basic management of obstructed labour i s f 
course urgent delivery to prevent further distension and 
rupture and to salvage the foets if it is still alive From tV 
study abdominal delivery by LSCS appears to be the 
complete answer as justified in present study. The post 
delivery complications seen were wound sepsis This was 
the commonest (31.51%) followed by the post operative 
shock (22.50%). PPH was seen in 50 patients (16.07%) 
Rupture uterus as a complication of obstructed labour was 
seen in 27 cases in this series of 370 cases (7.29%) Thj s 
incidence is quite significant and it shows the magnitude 
of late amvel of cases. The ultimate outcome of this series 
in terms of maternal and foetal outcome was that there were 
eight maternal deaths (2.16%) five died of septicemia, 2 
due to shock and one patient died becuase of DIC. Less 
number of maternal deaths reflect the proper management 
and better case received by the patients admitted with 
obstructed labour in this study. In foetal outcome there were 
14.0 perinatal deaths and an incidence of(37.83%). 84 were 
still births and 56 Neonatal deaths. In maternal morbidity, 
the most important long-term sequelae of obstructed labour 
is VVF. Only 4 cases were reported in present study, 
because of the following measure taken immediately in 
hospital i.e. indwelling catheter and destructive operations 
were less often resorted to, Liste 1 in noted VVF in 21 
patients in a series of 32 cases and Sarbar & Paul 3 recorded 
only 3 cases in a series of 742 cases. 
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no back pain, 
with improved 
movements of 
spine and 
completely 
a p y r e x i a 1 . 
Radiographs 
did not show 
any further 
deterioration. 


DISCUSSION: 

In reviewing 

the literature, 

not many cases 

of salmonella 

vertebral 

osteomyelitis 

could be found 3 " 
Fig.2: MRI showing disc space reduced at D12-Llwith end 
plate erosion suggested by increased signal intensity on 
T2. and decreased intensity at T1 weighted images. 

"• ,n an endemic area gastrointestinal symptoms usually 
precede infection by one to twelve weeks 12 . A case of 
salmonella spondylitis, presenting after 15 months of 
gastrointestinal symptoms has been reported 13 . In our 
catchment area, where typhoid fever is endemic, and 
tuberculosis is very common, it is important to obtain a 
bacteriological diagnosis, since salmonella osteomyelitis 
is clinically and radiologic ally indistinguishable from that 
due to other organisms. Radiographic findings of vertebral 
osteomyelitis typically include narrowing of disc space. 
Most of the cases have been treated non-operatively. A 
German article describes a 59 year old male veterinary 
surgeon with a back ache, blood cultures were positive for 
Salmonella enteriditis, treated conservatively with 


_ J K~PRA CTIT /ohp^ 

ciprofloxacin with good results’. ~ 

In conclusion, one should suspect verteb 
osteomyelitis in anyone with fever and back ^ 
Salmonella infection should be considered if there has ST 1 " 
a recent gastro-intestinal disturbance or a positive so ^ 
of contamination. Although salmonella osteomyelitis^ 
rare, it does occur in developing countries and has fob! 
investigated among the unusual but possible causes 
vertebral osteomyelitis. The vertebral bone infection c 
be treated successfully with proper antibiotics and mT 
require surgical intervention in those whose back nJ 
progresses. p n 
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concomitant TUBERCULOUS AND SEPTIC ARTHRITIS OF 

knee joint in a diabetic patient 


Basharat Hussain Shah M B.; Tanveer Mir MD, FACP ____—-- 

Abstract: A 84 year old Portuguese female presented with right knee pain and swelling of one week duration following a 
trauma to her right knee. Her past medical history was significant for diabetes. Arthrocentesis revealed straw colored 
fluid with high cell count and culture grew staphylococci aureus resistant to pencil tin. In addition the culture also 
showed acid fast bacilli, later identified as mycobacterium- tuberculosis. The synovial biopsy revealed chronic 
granulomatous inflammation with focal necrosis. The patient was started on intravenous nafcillin and four drug anti- 
tubercular regimen with resolution of the symptoms over the next few weeks. 


Key Words: arthritis, septic, tuberculosis, diabetic. 
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Introduction: 

Skeletal tuberculosis is the third most common form 
of extra-pulmonary tuberculosis following lymphocytic 
and pleural types. There have been cases reported where 
the initial diagnosis was made as septic arthritis but later 
proved as tuberculous arthritis 1 . The concomitant 
occurrence of septic and tubercular arthritis is extremely 
rare. The superimposed septic arthritis can change the 
clinical characteristics of chrome pain with minimal 
inflammation seen in tuberculous arthritis into acute severe 
pain with gross inflammation. The diagnosis should always 
be kept in mind when a patient in whom skeletal 
tuberculosis is suspected comes with an acute flare up of 
the disease. Prompt treatment at the initial stage can prevent 
joint deformity along with patient morbidity. 

Case report: 

A 84 year old Portuguese female was admitted with 
complains of right knee pain and swelling for the past one 
week. There was a history of trauma to the same knee 
following a fall at home one week back. Patient also 
reported a draining sinus at the lateral side of the same 
knee about three weeks ago. There was a straw colored 
discharge coming from the sinus. Patient past medical 
history was significant for diabetes mellitus, hypertension, 
hypothyroidism and atrial fibrillation. Her medications 
included Levo-thyroxine, Digoxin and multivitamins. 
Patient had no known drug allergies. Patient had no past 
or family history of pulmonary tuberculosis There was 
no history of cough, weight loss or night sweats. PPD test 
was negative and patient was not allergic. Patient was also 


HTV negative. 

On examination patient was febrile (102.7°F), pulse 
of 80 beats per minute and blood pressure of 124/72 mmHg 
HEENT was unremarkable. Chest examination revealed 
bilateral equal air entry and no adventitious sounds. The 
right knee was swollen, warm and boggy with an obvious 
effusion. There was restricted active and passive 
movements on flexion and extension of the right knee A 
straw colored discharge was also noted from the sinus on 
the lateral side of the right knee. (Photograph 1) All other 
joints were normal. Rest of the physical examination was 
normal. 

Lab. Data on admission revealed white cell count of 
8.9 mm 3 with neutrophils of 56%, bands of 19%, 
lymphocytes of 11%, monocytes of 12% and eosinophils 
of 2%. The ESR was 86 mmhr (predicted 0-30 mmhr). 
The C-reactive protein(CRP) was 18.5ug/ml (predicted 0- 
lug/ml). Rest of the laboratory results were normal Joint 
fluid aspiration revealed straw colored fluid and WBC 
count of60,000 mm 3 with neutrophils of 82%, lymphocytes 
of 12%, monocytes of 6% and synovial lining cells of 2 
per 100 WBC The joint fluid smear did not show AFB 
or any fungal elements. 

Joint fluid culture grew staphylococci aures resistant 
to pencillin. The culture also grew acid fast bacilli, later 
identified as mycobacterium tuberculosis There wS^ no 
fungal growth seen. No crystals were seen in the joint fluid 
Arthroscopy of the right knee was done and biopsy was 
taken from synovial membrane and bone which showed 
chronic granulomatous inflammation along with foci of 
necrosis. Chest radiograph was normal The adiograph 
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Figure. 1 

of right knee showed periarticular osteopenia along with 
joint space narrowing and marginal erosions of lower end 
of femur and upper end of tibia There was no evidence of 
fracture or dislocation The patient was started on 
intravenous naficillin along with rifampicin, isomazid, 
ethambutol and pyrizinamide. There was a gradual 
resolution of the sinus and swelling of the knee over the 
next 4-5 weeks The patient was then followed on an out 
patient basis. 

Discussion: 

Skeletal tuberculosis is a rare disease usually caused 
by the spread of mycobacterium tuberculosis reaching via 
the blood stream to either the synovium or the bone It has 
been found to occur in about 1% to 3% of all patients with 
tuberculosis and makes up to \0% of all extrapulmonary 
forms reported However in recent years there has been a 
resurgence of musculoskeletal tuberculosis in the United 
States This has been attributed to the AIDS epidemic and 
the increased travel and immigration from the 
underdeveloped countries Thejoints known to be involved 
m tuberculosis are spine ( 50%), pelvic (12%), hip and femur 
i 10%), knee and tibia (10%), ribs (5%), ankle and shoulder 
(2%). elbow and wnst(2%) and multiple sites (3%) There 
is a paucity of data in the recent literature concerning 
tuberculosis of the knee' Superimposed pyogenic arthritis 
can occur but is extremely rare and can change the clinical 
presentation making diagnosis difficult The tuberculous 
arthritis is usually monoarticular as in septic arthritis but 
can present as polyarticular arthritis as well Only 50% of 
the patients with skeletal tuberculosis demonstrate clinical 
or radiologic evidence of pulmonary disease The chest 
radiograph may show old or active pulmonary tuberculosis 
mi *0% of the cases' There is usually a delay in the 
diagnosis of skeletal tuberculosis because patients have 
mild chronic pain and minimal signs of inflammation The 
° 11 ' c * 1 usually insidious. Unlike pyogenic arthritis, 
Mihcrculous arthritis is usually not associated with spiking 
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fever or generalized malaise, although systemic symptom 
such as low grade fever, weight loss, night sweats °T 
sometimes present'. The tuberculin skin test remains ^ 
of the most valuable diagnostic tools and is often |X)sitiv° 
in 90% to 100% of non-anergic patients, however, it , s ,' 0 * 
completely reliable However, a negative skin test does 
not absolutely rule out tuberculosis. Patients with AIDS 
usually have a negative skin test. The erythrocyte 
sedimentation rate is usually elevated. The white cell count 
is usually normal. In skeletal tuberculosis intermittent 
effusions are common and there is a precipitation of fibrin 
in it giving rise to rice bodies. 

The diagnosis of skeletal tuberculosis is based on t| le 
following four features (Ellis et-al)' which include absence 
of evidence for alternate infective arthritic processes 
absence of evidence for active noil-infective arthritis- 
including gout, rheumatoid arthritis and connective tissue 
diseases, presence of a swollen, cold joint, accompanied 
by a history of at least 2 weeks of pain together with 
presence of ankylosis and/or swelling and/or sinus and 
positive culture from joint fluid or synovium for 
Mycobacterium tuberculosis or caseating granulomas on 
tissue biopsy or eosinophilic staining epithelioid cells 
laugh an giant cells and lymphocyctic aggregates highly 
suggestive of tuberculosis The identification oAhe 
mycobacterium tuberculosis organism on the smear or in 
culture is the most reliable method of establishing the 
diagnosis' It is rare to identify the acid fast organism on 
the smear but the cultures can sometimes help in diagnosis 
which usually take 4-6 weeks About one-fifth of the 
patients with tuberculous arthritis will have a positive 
synovial fluid smear for tubercle bacilli' The synovial fluid 
white cell count is usually 10,000 to 20,000 cells/mm’but 
it varies widely. The classical synovial pathology revealing 
chronic granulomatous inflammation with epithelioid 
histiocytes and multimicleatcd giant cells including 
langhans type giant cells with focal areas of necrosis 
establish the diagnosis in 90% of the cases while histologic 
examination along with culture establish the diagnosis in 
95% of the cases because granulomatous inflammation 
alone is seen in other conditions such as atypical 
mycobacteria, certain fungi, brucella species, sarcoidosis, 
crystal associated arthritis and foreign body reactions 1 
Berney et al showed that synovial fluid smear stained 
for acid fast organism wall be positive in only 27% of the 
tuberculous joints'* Simple aspiration of the joint is much 
less likely to lead to a definitive diagnosis Stains to identify 
acid fast bacilli reliably require the presence of at least I O' 
acid fast organism per milliliter of specimen, but cultures 
are more sensitive and can reliably identify mycobacteria 
in a concentration of 10' organisms per milliliter of 
specimen 1 " Soft tissue swelling along with sinuses and cold 
abscesses arc common in tuberculous arthritis The 
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diograpliic findings can show patchy osteopenia, marginal 
erosions and joint space narrowing. In more severe cases 
osteolytic lesions with sclerotic margins are ( seen in the 
metaphysis which may extend into epiphysis . A triad of 
-dialogical findings with Phemisters triad is characteristic 
oHuberculous arthritis and includes intra articular 
osteoporosis, peripherally located osseous erosions and 
gradual narrowing of the interosseous space' 2 . 

Marks and McHenry divided tubercular arthritis into 

four classes based into severity of the disease- 

Cfo** I includes infection of the synovium with little 


or no osseous involvement. 

Class II includes infection of the synovium and bone ; 
the joint space is preserved. 

Class III includes extensive osseous and synovium 
involvement and progressive lost of the joint 


space. 

Class IV \s tuberculous arthritis of any stage but with a 
super imposed pyogenic infection. 


FEATURES OF OUR CASE: 

Our patient had an acute onset with short durations of 
symptoms. The patient did not have clinical or radiological 
evidence of pulmonary tuberculosis. Only 50% of skeletal 
tuberculosis have such evidence. The skin test was negative 
which however is not completely reliable. The white cell 
count was significantly raised with left shift because of 
concomitant pyogenic arthritis. The culture grew both 
staphylococcal aureus as well as mycobacterium 
tuberculosis. The synovial pathology revealed chronic 
granulomatous inflammation with focal necrosis. The 
patient fitted into the class IV of Marks and McHenry 
classification It has been suspected that trauma may play 
a role in the pathogenesis of bone and joint tuberculosis 13 
as seen in our patient. The presence of underlying 
debilitating condition such as diabetes mellitis as in our 
patient can predispose to tuberculous arthritis with 
superimposed septic arthritis 1-1 . 

In summary tuberculous arthritis is not a difficult 
diagnosis when the classic Phesmisters triad is present along 
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with relevant clinical symptoms. However, when the 
presentation is unusual as in our case, other things to keep 
in mind are bacterial or fungal infection or monoarticular 
rheumatoid arthritis. Hence it is important that routine 
synovial fluid should be send for both bacterial and 
tuberculous culture. 
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CASE REPORT 

HYDATID CYST 
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IN THE NECK -AN UNUSUAL PRESENTATION^ 


Rafiq Ahmad Pampori; Asef Wani; Manzoor Latoo; Arshad Hakeem 


Abstract: Hydatid cyst in the cervicofacial region is rare. We present an unusual case of a hydatid cyst found in the rieci 
under the sternomastoid muscle going deep down to the superior mediastinum. The location of the lesion, diagnostic 
problems and therapeutic approach are discussed. Review of literature is also presented. 


Key words: Cyst, Hydatid, Neck. 
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Introduction 

Echinococcal parasites are members of the order 
Cestoda (flatworms) and the family Taenia. The propensity 
for these organisms to cause infection in pastoral and other 
rural setting is best explained by their life cycle, the adult 
form of echinococcus is a 5mm long hermaphroditic 
tapeworm which infests the small intestine of carnivorous 
animals, such as cows, sheep, buffaloes, zebra, moose and 
caribou In the duodenum, enzymatic digestion of the egg¬ 
shell releases embryonic forms of the organism, which then 
pass through the mucosa of the small intestine and enter 
the portal circulation Once filtered by the liver or the lung 
the embryo transforms into a microscopic larval stage, the 
protoscolex or scolex, which is capable of multiplying 
asexually within the affected organ. “When the host animal 
dies or is slaughtered, ingestion of organs infested with 
larva completes the life cycle, and the larva mature into 
adult parasites within the small intestine of the carnivore. 

Man is an accidental, intermediate host in the 
echinococcal life cycle, as infection of human beings 
represents a terminal event for the parasite Typically, man 
is exposed to the organism by ingestion of contaminated 
vegetables, or meat, which cannot be washed or scrubbed 
free of eggs Infection may also occur when playing with 
dogs harbouring the tapeworm, as eggs cling to their fur. 
This is the most common means by which children acquire 
the disease The larval form of echinococcus can invade 
any organ system, and the distribution of infectionls limited 
only by blood flow and filtration Thus, hydatid cyst can 
occur in the liver, spleen, lungs, brain, muscle, and even 
bone In humans, approximately 65% to 75% of hydatid 
cysts occur in the liver, 25% are found in the lungs, and 
5% to 10% distribute along the peripheral arterial system 

Case Repoit: 

A 15 year old female presented with a slowly 
progressing non tender swelling neck, (L) side, of eiszjit 


months duration. The swelling was not associated with 
symptoms like pain, dysphagia, odynophagia, hoarseness 
of voice or weight loss etc. There was no other swelling in 
any other part of the body. GPE was normal, on local 
examination there was a non tender swelling extending 
above from the middle of the neck about 3 fingers below 
the mandible, medially from medial border of the 
sternomastoid upto the lateral border of sternomastoid 
laterally. The swelling was smooth in surface and firm in 
consistency. Upper, medial and lateral edges were palpable 
whereas the lower edge was not palpable as it was going 
under the clavicle. The swelling did not move with 
deglutition or protrusion of tongue. Skin overlying the 
swelling was free and it was not a pulsatile swelling 

Routine haemogram, x-ray chest and USG abdomen 
was within normal limits. On FNAC clear fluid was 
aspirated nd Pathologist reported cystic swelling neck 

Surgery: The swelling was exposed using a horizontal 
neck crease incision. Shinning white cyst wall was found, 
the cyst was going deep under the sternomastoid even below 
the clavicle into the superior mediastinum. A wide 
cryoprobe was used to pull the cyst in order to get it out in 
toto. A typical hydatid cyst was found which was sent for 
HPE which confirmed the diagnosis. Post-operative penod 
was uneventful 

Serology: IgG serology for hydatid cyst was advised 
postoperatively as there was no suspicion of hydatid disease 
preoperatively. It was reported positive with the reading of 
I 4 

Discussion 

The diagnosis of echinococcosis (echinococcus 
granulosus) in an atypical location can be difficult to make 
and frequently can only be established by histological 
examination of affected tissues. Surgical excision and fine 
needle aspiration biopsy usually lead to the diagnosis. Since 
puncture of these cysts may lead to an anaphylactic reaction 
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CASE REPORT _ JK-PRACTITIQ Np j > 

LAPAROSCOPIC TREATMENT OF HYDATID CYST OF UVE^ 

Muneer Khan MCh; Sheikh Adil Bashir MS; Farhan Khan MS; Ajaz Rather MS; NA Salroo MS; GM Sheikh MS; Sheikh Thrig mr rc, 

ABSTRACT: Laparoscopic partial cystopericystectomy of the Hydatid Cyst of liver is based on safe and sound 
surgical principles. The benefits of laparoscopic surgery should be extended to the patients suffering from fa 
benign yet common condition.The method is less traumatic and requires a shorter hospital stay with a fast er 
recovery. 

KEY WORDS: Ecchinococcosis. Hydatid cyst liver, Laparoscopy, Partial cystopericystectomy. 
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INTRODUCTION cyst on the anterior aspect of the right lobe of the 

Echinococcosis is the most frequent cause of liver liver.The cyst measured 8x9 cms.Rest of the liver 

cysts in the world. The problem being endemic in the and abdominal viscera were normal. Casoni's test and 
sheep rearing regions. The prevalence of a large ELISA for hydatid disease were positive. CT scan of 

population of stray dogs increases the incidence.The the abdomen was performed for noting the exact site 

most common form is due to Echinococcus granulosus, and dimensions of the cyst. It was decided to manage 

a 6 mm dog tapeworm 0 *. this case laparoscopically, young age of the patient 

Hydatid cysts of the liver are characterized by an being the prime factor, 
indolent yet unremitting growth in the majority of 

infected patients, with the potential for cyst metastases OPERATIVE PROCEDURE 
to the peritoneal cavity or lungs.Hydatid cysts show The patient, under general anaesthesia , was placed 

slow growth rates and rarely cause systemic symptoms. supine on the table with the surgeon and the camera 

Approximately 75% of cases present as an assistant standing on the left. The second assistant was 

asymptomatic abdominal mass or are picked up on an positioned on the right side. Video monitors were 

abdominal ultrasonograph y ordered for some other placed on both sides .Pneumoperitoneum was created 

complaint* 2 *. by Veress needle puncture at the umbilicus. The pressure 

These patients usually present with an abdominal was set at 12 mmHg. A 10 mm port for the telescope 

swelling , abdominal distention , subcostal heaviness, was inserted at the umbilicus. After examining the 

jaundice and fever (infected) etc. peritoneal cavity and localizing the cystic area 

The conventional operative procedures like (bumpiness), three more ports were inserted One(5 

enucleation, cystectomy, evacuation, marsupialisation , mm) to the right of the umbilicus,second (10 mm) to 

etc., involve a significant morbidity especially in terms the left of the umbilicus and the third (5 mm) to the 

of wound infections, etc* 3 *. left of the xiphoid process. Another (10 mm) port was 

Recently successful attempts have been reported inserted just below the xiphoid process, 
for the management of hydatid disease of the liver Gauze pieces soaked in 0.5% cetrimide solution 

by laparoscopic methods. The following case report were inserted around the operative site, through the 

illustrates the feasibility of this technique. 10 mm xiphoid port . Grasper was introduced through 

the left umbilical port to stabilize the liver The cyst 
CASE REPORT was punctured with a long laparoscopic needle 

A 9 year old girl presented with. a swelling in connected to high vacuum suction .through the xiphoid 

the right hypochondrium with a constant dull ache port. Another sucker was introduced through the right 

in the region of one year duration. There was no mm umbilical port to avoid accidental spillage. Around 

other significant complaint. The girl was from a 100 ml of cyst fluid .clear in colour, was aspirated 

village where sheep rearing was the main occupation carefully and 50 ml of 0.5% cetrimide solution was 

and the population of stray dogs was significant. put in via the same needle. The procedure as 

Routine investigations revealed a normal repeated four times, at 5 min intervals. After this 230 

hacmogram, kidney functions and liver function tests. ml of the cyst fluid was aspirated . The needle was 

Abdominal ultrasonography revealed a single unilocular withdrawn while still connected to suction to prevert 
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commentary _ jk-practitioner 

TpplTcATION of mechanical ventilation and 
bronchoscopy in the management of bronchopleural 

fistula 


J avid A. Malik M.D. 

Bronchopleural fistula (BPF) is an aberrant 
communication between bronchial tree and pleural space 
through which inspired gas exits the lungs. It is a formidable 
therapeutic and management challenge especially in 
patients on mechanical ventilation, since very little 
information is available on its natural history and prognosis. 

In emphyema, which is a medical emergency, adequate 
early pleural drainage is crucial because if the fluid is not 
drained exteriorly with chest tube, it is likely to drain 
internally into the lungs producing an overwhelming 
pneumonia. BPF is involved not only in the drainage of 
oas from the alveoli in the vicinity of the fistula but also 
from remote alveoli by pressure gradients created by it. It 
leads to decreased utilization of inspired oxygen before it 
esscapes through fistula and is also an efficent mechanism 
of carbon dioxide removal. 

Approximately two-thirds of BPF cases complicate lung 
surgery i.e. pneumonectomy (5-20%), lobectomy (1-5%), 
segmentectomy (0.5%) and wedge resection (0.5%). 
Remaining one-thrid of BPF cases are related to 
pleuropulmonary tuberculosis, necrotising pneumonia, lung 
cancer, suppurative lung diseases, ventilator therapy in 
ARDS, chest trauma (blund or pnetrating injury, 
thoracocentesis, pleural biopsy, chest tubes, CVP lines) and 
alveolar rupture which may be spontaneous or related to 
treatment of ARDS. In addition, BPF can complicate 
histoplasma capsulatum associated lymphocytic empyema 
as well as pancreating pleural effusion. However in 
developing countries including India tuberculosis continues 
to be etiologically very important in BPF. 

Clinical presentaiton of BPF ranges from incidental 
discovery on chest x-ray to life-threatening tension 
pneumothorax, however the most common presentation is 
a chronic wasting illness that is fatal in months to years if 
untreated. BPF should be suspected when a patient with 
pleural fluid collection expectorates more sputum than 
expected from the associated pulmonary disease or when 
a patient produces large amounts of sputum only when lying 
in one position. In acute presentation, large quantity of 
infected material can flood the airways of both ipsilateral 
and contralateral lung producing acute respiratory 
compromise. Early post-surgery BPF can have dramatic 
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presentation because the mediastinum is mobile and 
predisposes to contralateral shift theraby compromising the 
remaining lung function. In contrast, late post-surgery BPF 
arises in fibrotic space thus impeding the development of 
tension pneumothorax due to fixed mediastinum. 

Diagnosis of BPF is usually not difficult and is evident 
from clinical events. Upright chest x-ray showing an air- 
fluid level particularly if the level fluctuates in serial films 
is highly suggestive of BPF. Sometimes it is difficult to 
differentiate from chest x-ray whether the air-fluid level is 
in lung parenchyma or pleural space, a problem that is 
solved by ultrasound and CT scan. Thin section CT scan 
has been reported to be superior to standard CT especially 
in the diagnosis of peripheral fistulas. Bronchography 
documents the bronchopleural communication. Other 
highly useful investigations for the diagnosis of BPF 
include xenon-ventilation nuclear scintigraphy, 
thoracoscopy and intrapleural injection of methylene blue 
followed by bronchoscopy. 

Tubercular BPF is uncommon nowadays becuase of 
effective antitubercular drugs (ATDs) and is usually seen 
in association with inadequate treatment, cavity rupture 
during active disease and old healed pulmonary tuberculosis 
with fibro'thorax. The two important dangers of tubercular 
BPF are the propensity of mycobacteria in pleural space to 
become ATD resistant and occasional bacterial 
superinfection of pleural space, which may produce 
fulminant pneumonia The incidence of this type of fistula 
is high in India as compared to European countries and 
USA, however data for comparison is not known For 
management conservative approach that includes ATDs and 
chest tube drainage is preferred and may be sufficient in 
one-third of patients. Before a definitive surgery is 
undertaken patient should ideally receive ATD for three to 
four months or until sputum is AFB negative Drainage of 
pleural space is crucial first step for all patients to limit 
endobronchial contamination By the time BPF de\elpps 
the disease is so advanced as to preclude satisfactory re¬ 
expansion of lung thereby limiting surgical options to open 
thoracotomy or multiple stage thoracoplasty Extensive 
disease may need decortication or pleuropneumonectomy 
For surgically unift patients. bronchoscop\ related treatment 
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-TT^aTION OF MECHANICAL VENTILATION AND 
BRONCHOSCOPY IN THE MANAGEMENT OF BRONCHOPLEURAL 

fistula 


lo virf A. Malik M.D. _ 

Bronchopleural fistula (BPF) is an aberrant 
communication.between bronchial tree and pleural space 
through which inspired gas exits the lungs. It is a formidable 
therapeutic and management challenge especially in 
patients on mechanical ventilation, since very little 
information is available on its natural history and prognosis. 
In emphyema, which is a medical emergency, adequate 
early pleural drainage is crucial because if the fluid is not 
drained exteriorly with chest tube, it is likely to drain 
internally into the lungs producing an overwhelming 
pneumonia. BPF is involved not only in the drainage of 
oas from the alveoli in the vicinity of the fistula but also 
from remote alveoli by pressure gradients created by it. It 
leads to decreased utilization of inspired oxygen before it 
esscapes through fistula and is also an efficent mechanism 

of carbon dioxide removal. 

Approximately two-thirds of BPF cases complicate lung 
surgery i.e. pneumonectomy (5-20%), lobectomy (1-5%), 
segmentectomy (0.5%) and wedge resection (0.5%). 
Remaining one-thrid of BPF cases are related to 
pleuropulinonary tuberculosis, necrotising pneumonia, lung 
cancer, suppurative lung diseases, ventilator therapy in 
ARDS, chest trauma (blund or pnetrating injury, 
thoracocentesis, pleural biopsy, chest tubes, CVP lines) and 
alveolar rupture which may be spontaneous or related to 
treatment of ARDS. In addition, BPF can complicate 
histoplasma capsulatum associated lymphocytic empyema 
as well as pancreating pleural effusion. However in 
developing countries including India tuberculosis continues 
to be etiologically very important in BPF. 

Clinical presentaiton of BPF ranges from incidental 
discovery on chest x-ray to life-threatening tension 
pneumothorax, however the most common presentation is 
a chronic wasting illness that is fatal in months to years if 
untreated BPF should be suspected when a patient with 
pleural fluid collection expectorates more sputum than 
expected from the associated pulmonary disease or when 
a patient produces large amounts of sputum only when lying 
in one position. In acute presentation, large quantity of 
infected material can flood the airways of both ipsilateral 
and contralateral lung producing acute respiratory 
compromise. Early post-surgery BPF can have dramatic 
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presentation because the mediastinum is mobile and 
predisposes to contralateral shift theraby compromising the 
remaining lung function. In contrast, late post-surgery BPF 
arises in fibrotic space thus impeding the development of 
tension pneumothorax due to fixed mediastinum. 

Diagnosis of BPF is usually not difficult and is evident 
from clinical events. Upright chest x-ray showing an air- 
fluid level particularly if the level fluctuates in serial films 
is highly suggestive of BPF. Sometimes it is difficult to 
differentiate from chest x-ray whether the air-fluid level is 
in lung parenchyma or pleural space, a problem that is 
solved by ultrasound and CT scan. Thin section CT scan 
has been reported to be superior to standard CT especially 
in the diagnosis of peripheral fistulas. Bronchography 
documents the bronchopleural communication. Other 
highly useful investigations for the diagnosis of BPF 
include xenon-ventilation nuclear scintigraphy, 
thoracoscopy and intrapleural injection of methylene blue 
followed by bronchoscopy. 

Tubercular BPF is uncommon nowadays becuase of 
effective anti tubercular drugs (ATDs) and is usually seen 
in association with inadequate treatment, cavity rupture 
during active disease and old healed pulmonary tuberculosis 
with fibrothorax. The two important dangers of tubercular 
BPF are the propensity of mycobacteria in pleural space to 
become ATD resistant and occasional bacterial 
superinfection of pleural space, which may produce 
fulminant pneumonia The incidence of this type of fistula 
is high in India as compared to European countries and 
USA, however data for comparison is not known For 
management conservative approach that includes ATDs and 
chest tube drainage is preferred and may be sufficient in 
one-third of patients. Before a definitive surgery is 
undertaken patient should ideally receive ATD for three to 
four months or until sputum is AFB negative Drainage of 
pleural space is crucial first step for all patients to limit 
endobronchial contamination By the time BPF develpps 
the disease is so advanced as to preclude satisfactory re¬ 
expansion of lung thereby limiting surgical options to open 
thoracotomy or multiple stage thoracoplasty Extensive 
disease may need decortication or pleuropneunionectomy 
For surgically unift patients, bronchoscopy related treatment 
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to effect fistula closure is preferred. Alternatively, long term 
chest tube may be advised. 

Prognosis depends primarily on nature and extent of 
underlying lung disease, prevence or absence of pleural 
space infection and associated comorbid condition like 
poorly controlled diabetes, chronic renal failure, 
decompensated liver diseaes. immunodeficiency etc. The 
size of the air-leak is an independent vital prognostic factor 
- leaks exceeding 500 ml/breath are almost always fatal 
where as leaks less than that have significantly lower 
mortality rates Similarly, in chest trauma patients, leaks 
appearing within the first 24 hours of injury have a relatively 
better prognosis (45% mortality) as against leaks appearing 
after that (90% mortality). Overall patient survival depends 
on high index of suspicion, early diagnosis and aggressive 
surgery. 

Management issues: 

Best management of post-surgery BPF is prevention, 
including meticulous surgery coupled with liberal 
prophylactic use of pedicled muscle flaps for patients at 
increased risk. Equally important is the treatment of 
underlying lung disease, appropriate antibiotics and good 
nutritional status of the patient. Initial treatment includes 
effective drainage to prevent flooding of brocnhial tree with 
pus Increased flow through fistula is an important factor 
that delays healing and in general flow is decreased when 
the side with fistual is placed in dependent position. 

Intercostal chest tube drainage (CTD) has far more 
important role than merely of a passive conduit in BPF 
management and can be both useful as well as detrimental 
to the patient. It not only drains pleural air due to fistula 
but also decreases the air leak thereby promoting fistula 
repair Efficient drainage is very crucial since air Ieakes 
may be as high as 16 liters per minute Small diameter chest 
tube can lead to lung collapse and tension pneumothorax 
in the seeting of mobile mediastinum Large diameter chest 
tube is particularly indicated in high flow BPF and infected 
pieural space Amount of suction applied via ICTD is 
individualised since the requirements may very from no 
suction to intermediate suction (10-15 cm of water) to high 
suction(>25 cm of warer) The negative effects of ICTD 
include loss of tidal volume, altered Pa0 2 and PaC0 2 and 
interference with ventilator cycling. 

Mechanical ventilation and BPF: 

In case of inoperable BPF aJI techniques of ventilation 
(and pleural drainage system) should be tried, since there 
is no consensus on the effects of ventilatory adjustments 
on duraiton and healing of air leak Management of large 
BPf of a ventilated patient is difficult as achievement of 
adequate ventilation invariably impairs fistula repair The 
amount of air leak is inversely related to patient survival 



-- - 

since leak via fistula delays its healing. The mainth 
hypoxia and not hypercarbia because the air that 
BPF has C0 2 level comparable to that in mixed 
air. eXpire <l 


The targets of conventional ventilation (CV) j n t> 
management include lowest effective tidal volume ^ 
PEEP together with lowest possible number of mech ^ 
breaths and decreased inspiratory time. These goal^ 
met more accurately with SIMV rather than ACMV S ^ 
Pressure control ventilation (PCV) has been succe^^ 
used in treating BPF that develops in the setti^ 
polytrauma related ARDS. By allowing lower inspirit ^ 
airway pressures PCV promotes fistula closure 

High frequency jet ventilation (HF JV) is a United Stat 
FDA approved method for ventilating BPF pat ** 
however in a given patient it may not be the optimal ch" S ’ 
of ventilation. It is generally superior to CV in maintai^ 
Pa02 and PaC02. It is particularly recommended f* 
managing tracheal or proximal bronchial fistulas with 
normal lung parenchyma, HFJV decreases flow through 
BPF, an effect seen more consistently in infants and you 
children than in adults and is usually accompanied h ^ 
drop in Pa02. a 


In ARDS, BPF typically occurs after one to two weeks 
of illness and is associated with poor prognosis. The fistula 
flow increases significantly with each increment of PEEP 
irrespective of the method of ventilation (CV vs HFJV) 
Therefore HFJV is justified in ARDS only if CV fails in 
managing associated BPF. In ARDS related BPF, the HFJV 
does not provide adequate gas exchange and the leak itself 
is not affected because of peripheral location of fistuia and 
decreased lung compliance. 

Other ventilatory options that are helpful whether using 
CV or HFJV in BPF management include 

1 Selective intubation and CV of unaffected lung 

2. Independent lung ventilation, wherein "two 
ventilators 

are used - HFJV applied to BPF containing lung 
and CV to normal lung. 

3. Ultrahigh frequency jet ventilation applied to BPF 
containing lung and CV to normal lung. 




Role of bronchoscopy: ^ 

Fiberoptic bronchoscopy (FOB) has both diagnostic and 
therapeutic role in BPF. It can be used to directly visualize 
and treat fistulas particularly the proximal ones and to assess 
the length of the bronchial stump harbouring the fistula 
Being a relatively non-invasive treatment option 
bronchoscopy is highly valuable in poor surgical 
candidates. Distal BPFs not directly visualized by 
bronchoscope require passage of an occluding ballon 
following which a decrease in air leak localizes the fistula 
containing bronchial segment. For directly visualized 
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. ai BPFs sealent is applied through a catheter in the 
Pf ° kin* c hannel of bronchoscope whereas for distal BPFs 
W °!ti le lumen Swan-Ganz catheter is used both to localize 
'" U fi g tu , a anc j to pass the occluding material of choice. 

116 Other than balloon occlusion technique, the various 
Is t hat can be passed through bronchoscope to effect 
"l^closure of BPF include cyanoacrylate-based agents, 
fib n silver nitrate, tetracycline, gelfoam and lead-shots. 
However, these materials are not useful in large tracheal 
proximal bronchial ruptures and multiple distal 
mnchymal defects. Immediately these agents seal the leak 
IT acting as a plug and subsequently close the fistula by 
inducing fibrosis and mucosal proliferation. 


at the bronchial stump. 
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HEMORRHOIDAL DISEASE 
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Fazlul Q. Parray MS; Nazir A. Warn MS; FICS; FRCS; 

Hemorrhoidal disease is quite a common problem in 
our valley probably secondary to low fibre diet. 
Hemorrhoid, from the patient’s perspective, has always 
signified a variety of anal complaints varying from minor 
itching to acute disabling pain. In the Bible, the Old 
Testament of 1 Samuel, chapter 5 and 6 describes the 
Philistines after taking the Ark of the Covenant from the 
Israelis as being smitten by God with aphelim or techorim 
Both words are believed by scholars to relate to 
hemorrhoids' 2 . The disease has plagued mankind 
throughout recorded history 3 Maimonides was the first to 
describe the treatment for this disease in the form of 
soothing medications, ointments and even suppositories 4 

The hemorrhoidal tissue, in humans, is thought to 
contribute to anal continence by forming a spongy bolster, 
which cushions the anal canal and prevents damage to 
sphincter mechanism during defecation 1 . Hemorrhoids are 
cushions of vascular tissue found in the anal canal 3 . 
Hemorrhoidal tissue is present at birth and in non- 
pathological conditions 

Microscopically, this tissue contains vascular structures 
whose walls do not contain muscle. Thus, hemorrhoids are 
not veins (which have muscular walls) but are sinusoids 5 . 
Recent studies have also demonstrated that hemorrhoidal 
bleeding is arterial and not venous When these sinusoids 
are injured (disrupted), hemorrhage occurs from 
presmusoidal arterioles The arterial nature of the bleeding 
explains why hemorrhoidal hemorrhage is bright red and 
has an arterial PH 6 During prolapse this region is exposed 
to atmospheric pressure, and the pressure gradient causes 
bleeding that is characteristically arterial in type 7 

PATHOPHYSIOLOGY: 

The typical Kashmiri low fibre diet may explain the 
high prevalence ofconstipation, straining and hemorrhoidal 
symptoms ". The supporting musculans submucosa leads 
to prolapse of the hemorrhoidal tissue secondary to 
weakening and aging The microscopic evidence is that 
anal supporting tissue deteriorates by third decade of life 9 
Also, several authors report that patients with hemorrhoids 
have increased activity of the internal anal sphincter ,0 " 

All these conditions contribute toward stretching and 


slippage of the hemorrhoidal tissue. The overlwTlT—‘ 
mucosa is stretched and additional fibrous and sin 
tissue develops. The extra tissue tends to move caudtf 
toward the anal-verge making it susceptible to in JU » 
Hemorrhoids lying in the upper two-thirds of the anal ^ 
are covered by columnar cell epithelium and are class7** 
as “Internal” whileas hemorrhoids in the lower third ^ 
covered by skin and are termed as “External” * 3re 

TREATMENT: 

Can be non-operative or operative Non-operati 
techniques include sitz baths, dietary modifications l]l 
topical medications Operative techniques include tis ' 
fixation, major tissue excision, or physiological alternation 6 

of the anal canal like Lord’s procedure or lateral inter 'l 
sphincterotomy. a 

TREATMENT OF INTERNAL HEMORRHOIDS BY DEGREE OF 

PROLAPSE: 

Severity Treatment 

First Degree Dietary 

(No Prolapse) Infrared coagulation 

Banding. 

Sclerotherapy 

Second Degree Dietary plus Banding 

(Spontaneously reducible) Infrared coagulation 

Sclerotherapy 

Third Degree Dietary plus Banding 

(manual reduction necessary) Infrared coagulation 

Sclerotherapy 


Second Degree 
(Spontaneously reducible) 


Fourth Degree 
(Irreducible) 

Acutely prolapsed and 
thrombosed 


Excisional hemorrhoidectomy 
Excisional hemorrhoidectomy 
Rarely, multiple rubber band ligation 
Emergency hemorrhoidectomy 


In addition, the other modalities of treatment which may 
be used for internal hemorrhoids are: - 

Electrocautery: which uses bipolar and direct current 
device but not with much encouraging results ,4,!t 

Dilation: described by Lord in 1968 & 1973 “in which 
the procedure entails careful but firm dilatation of the anal 
canal The treatment is based on the premise that increased 
anal pressure contributes to hemorrhoid svmptoms 17 
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ar' nl Sphincterotomy: It is a more controlled 
lie to lower anal pressure but it does not address 
,CC iated tags or external hemorrhoids Although, 
aS *° cterotomy may be reasonable in the suigical treatment 
S f hemorrhoids with concomitant anal fissure, neither other 
°uthors nor we recommend its use as the sole treatment of 
isolated hemorrhoid disease 

f n ,nilterapy: It is based on rapid freezing and thawing 
f hssue whichitheoretically causes analgesia and tissue 
destruction. Cold liquid nitrogen is delivered for freezing 
the tissue though a cryoprobe. However, the results are not 
encouraging because of significant pain, tissue destruction 
and profuse foul discharge '• ,9 ' “ 


EXTERNAL HEMORRHOIDS: 

The effort or straining may invite thrombosis of an 
external hemorrhoid. The tissue around these clot's swell 
causing moderate to serve pain. If not treated in 2-4 weeks, 
the clot in the thrombosed vessels will either spontaneously 
drain through the thinned overlying skin or be gradually 
resorbed. Redundant anal skin, which usually remains, 
needs no treatment. However, patient concern may invite 
excision under local anaesthesia. 

For hemorrhoids with mild symptoms patient needs 
reassurance, stool bulking agents and pain killers if patient 
presents early, the procedure of choice is excision. The 
procedure can be done under local anaesthesia and should 
remove all the clots and leave a cosmetically presentable 
wound y u . 

To conclude, we suggest that understanding the 
pathophysiology of hemorrhoidal disease guides treatment 
selection. Appropriate treatment provides symptom 
resolution in a safe and cost effective manner. 
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MICROSTOMIA AND “TALAZAWIJ” 


Abdul Ahad M S , Rakshanda Sabah B.D.S.; Shameem Jabeen M.D., Masarat Rasool M.B.B.S 


Do not say anything about a person in his absence 
(which may be tme but he would not like to be told in 

front) — backbite-ordained to be equal to eating one’s 

dead brother’s flesh (A1 Quran). “Talazawij” is held in 
Kashmiri language as a women who is very critic, backbiter 
and talks excessively to make fault with others. Study of 
“Microstomia" connotes as a condition with a narrow oral 


two mandiftilar processes. All the five processes 
mesenchyme continous with and containing active C ° n,a ‘ n 
of growth. These proliferations are actually pro d ****** 
proliferation of the neural crest cells and are coy*** ^ 
ectoderm. Majority of the components of bone clrtl ** 
and the ligaments of face and the oral region are contrih ^ J 
from these neural crest cells. ute d 



fissure which has no such functional implication as per the 
available literature Thus the erroneous belief held about 
functional aspects of the microstomic mouth related to 
criticism, backbite and talkativeness seems to have no 
scientific background Yet people do the act in this 
subcontinent although it happens all over the world 

Both the backbiter as well as the listener feel enjoyed 
over their doings or do so to pass their idle time. The 
incidence is on the whole far less in the middle east where 
the listener avoids such hearing because of the teaching 
fourteen hundred years before and, therefore, always try to 
change the topic when such sitting occurs. 

Speech involves control of respiration by the brain along 
with control of structures involved in phonation and 
articulation Anterior speech cortex (Area 44 and part of 
45) is important for speech in general but to understand 
the meaning of spoken words Association Area of Auditory 
Cortex (which surrounds the Primary Auditory Cortex (in 
superior temporal Gyrus and Mescmel’s Gyrus) especially 
area 22 is essential. Besides meaningful listening one needs 
inhibition of unawanted (here sinful) acoustic stimuli for 
which Descending Auditory Pathways play the important 
role. Integrity of such pathways may be gene-dependant 
which needs investigation and elaboration to explain the 
governance of nervous control on the concerned structures 
especially lips of the backbiter. The lips develop as part of 
the developing face as follows irrespective of sex. 

Cells from the primitive streak qastrulate to assemble 
m the mesenchye ventral to the fore and the hind brain 
vesicles during the third week of gestation as the 
prosencephalic and the rhombencephalic organisers. 
During the fourth week of development these organisers 
effect the association of five primordia to bound the wide 
stomodeum (primitive mouth) as prominences known as 
the frontonasal process (one), two maxillary processes and 


The frontonasal process covers the f 0r h 
ventrolaterally and develop into the forehead 6 r3 ' n 
primitive nasal septum, part of the upper lip and pH ****' 
palate (Premaxilla). The nerve supplying the frontZn 
process and hence, all the derivatives of this process i h 
first division of the trigeminal nerve i.e. Opthalimic (vj 


nerve 


The maxillary processes arise from the dorsocephai' 
parts of the madibular processes and contribute largely 
the formation of cheeks and the upper lip supplied by th° 
maxillary nerve (VII) the nerve which gets incorporated in 
this process during development as the second division of 
the trigeiminal nerve. 


The mandibular processes are incorporated with the I 
third division of the trigeminal nerve (VTII) and hence all ' 
the derivatives from these processes i.e the Iowerlip c hi n 
and the lower cheek are supplied by this nervi the 
mandibular division of the tngeminal (VIH). 

A salient groove differentiates the frontal from the nasal 
parts of the frontonasal process. On the ventrolateral pans 
of the frontonasal process a thickening appears bilaterally 
during the fourth week which are the nasal placodes These 
placodes, convex in the begining, are the nasal placodes 
These placodes, cnvex in the begining are the priinordiaof 
the interior nares and the nasal cavity. The mesenchyme 
surrounding these placodes proliferates as an inverted U- 
shaped swelling. These placodes sink to form the nasal 
cavities. The margins of this inverted U (horseshoe) 
mesenchyme are called the medial and the lateral nasal 


processes. The maxillary processes grow towards.each ' 
other and meet the nasal processes. The lateral nasal process 
is seperated by the nasolacrimal (Nasooptic) groove, in 
which a solid cord of cells gets burned which, later on 
canalises to form the nasolacrimal duct. The growing 
maxillary processes push the nasal processes to raise the 
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. . e of ehe nose. The upper lip and the upper jaw become 
bn . UQUS w hen the epithelium at the contact points of 
C |° n maxillary and the nasal processes degenerate. This 

. n sep erates the stomodeum (Mouth later on) from the 
Un,< Tcavity (The vertical height of the philtrum which is 
113 , much long “long philtrum” in the Fostal Alcohol 
Syndrome (FAS) seen in the persons whose mothers 
consume alcohol during pregnancy. Long philtrum is also 
seen in foetal dilantin syndrome (children whose mothers 
consume dilantin for their epilepsy during pregnancy) In 
FAS the upper lip will be thin in addition. 

The median nasal process forms the intermaxillary 
segment and the anterior (ventral) groove of the philtrum 
of the lip premaxills and its associated gingive and the 

primary palate. 

The maxillary prominence differentiates into the lateral 

rt of the upper lip, maxilla (most of it) and the secondary 
palate. It is held that the approximating two maxillary 
processes across and infront of the median nasal process 
(ventrally) fuse with each other and this is the reaosn that 
the skin over the philtrum is supplied by the maxillary nerve 
(The ends of the medial nassal processes are globular — 
globular processes with a notch between the two which 
gets obliterated during development to form the single 
median nasal process — the future bridge of the nose till 
the tip It is during this differentation that the mesenchyme 
from the second arch infiltrates the lips and the cheek to 
fonn the muscles of facial expression. Similarly mandibular 
processes proliferate towards the median line to form the 
lower lip and the lower cheek. The mesenchyme in the 
facial prominences also forms various facial bones. The 
mesenchyme of the first arch, in addition differentiates into 
the muscles of mastication and some other muscles all of 
with are supplied by the trigeminal nerve mostly through 
its mandibular branch (VII). 

The lips and the gums form after 6 weeks of intrauterine 
life. A linear thickening of the ectoderm takes place known 
as the labiogingival I amine This lamina grows into the 
underlying mesenchyme. Later on most of the lamina 
degenerates leaving the labiogingival (Lip) sulcus which 
is seen between the lips and the gums. Normally a small 
area of labiogingival lamina persists in the midline to form 
the labial frenulum, which attaches the gums to the lips in 
the midline. The maxillary and the mandibular processes 
close the angles of the mouth by proliferation of their fusion 
from near the tragus to the final position / site. These 
processes do not proceed to fuse and this is the reason that 
the dog has the angle of mouth extending to near the ears. 
The various poses, the squars, pursestring like, protruding 
or invertion thinning the lips during conversation are the 
acquired poses of sophistication an over due sometimes 
which may have the psychological background We know 
a person, who makes a peculair square mouth while 
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listening to somebody exposing almost twelve teeth in the 
middle of the rectangular tray, has no apparent 
developmental error. The ectoders covering the first 
phyryngeal arch develops into the skin covering the jaws 
besides the tragus. Along the edges of the lips the 
ectodermal cells proliferate into the adjacent mesenchyme 
These very cells later on disintegrate to form the 
alveolalabial sulcus which separates the lips from the gums 
The inner lining of the sulcus forms mucosa of the gums 
of both the jaws and also differentiates into the dental 
lamina from which the teeth develop. Tooth development 
is a continuous process starting from six weeks of intra 
uterine life to years after birth. 

The pinae develope from six hillocks bordering the 
dorsal part of the first ectodermal cleft around the external 
auditory meatus by the end of five weeks of intra uterine 
life. In first arch syndrome (Mandibulofacial dysostosis) 
the external ear in deformed along with defects of the lower 
lids, malar hypoplasia, with down slanting palpebral fissure. 
This mandibulofacial dysostosis (Treacher Collins 
Syndrome) is one presentation of the First Arch Syndrome, 
In the second type known as pierre Robin Syndrome there 
is hyposlasia of the mandible, daft palate with defects of 
the ear and eye. Both the conditions are due to insufficient 
migration of neural crest cells into the first arch during the 
fourth week. Treacher Collins Syndrome is caused by an 
autosomal defect. The third manifestation is known as 
Robin morphological complex where there is a small 
mandible (Micognathia) and bilateral cleft palate 
Congenital microstomia occurs due to over fussion of 
mardibular with maxcillary process. 

It, therefore, connotes that the normal development of 
the oral fissure depends upon the normal influence of the 
concerned organisers, normal migration of theneural crest 
and mesenchymal cells of the second arch, their proper 
differentiation under normal conditions. Genetic, 
environmental dietary and drug effects need to be searched 
for. However small oral aperture or thinner lipped talkatives 
can not be explained on the basis of embryology in both 
the male as well as female. 
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Special series article jk-practitioner^ 

T^TTiry^oF fine needle aspiration cytology in the 

DIAGNOSIS of primary MALIGNANT BONE TUMORS (PART I) 


Khan AR» ^^P- 

—r c f To review of efficacy of FNAC in the diagnosis of primary malignant bone tumors, a retrospective analysis 

^ s ver iodof lI'/ j years (January, 1991 -June 2002) revealed 110 bone tumors including54primary bone malignancies, 
‘a* t athology was available for comparison in all the cases except in the 12 cases of Myeloma aspirated from the 
urn Out of primary bone malignancies Myeloma was the most common (20 cases) followed by Osteo-sarcoma (12 
&es) Ewing’s sarcoma (10 cases), NHL (6 cases). Adamantinoma (1 case) and Chordoma (1 case). There was 100% 
C l0 J,istopa(hologic co-relation in all but one case of Osteo-sarcoma (false negative). Thus it was concluded that 
FNAC of osteolytic primary malginant bone tumours in the context of clinical and radiology background in the 
ex erience hands by a pathologist familiar with bone pathology is vety usefid in the pre-operative diagnosis 



Words: FNAC. Bone tumours 


Primary malignant bone tumours 



Introduction 

Fine needle aspiration is now widely accepted diagnostic 
modality. With advancement in imaging techniques virtually 
any lesion can be targeted. Though bone FNAC was 
attempted in early 1930’s 1 - 2 yet somehow it could not keep 
pace with FNAC at other sites. With the management of 
some primary bone malignancy by pre-operative 
chemotherapy and its advantages over open needle bone 
biopsy, FNAC is bound to gain popularity. 

In this article author discusses experience of FNAC of 
primary bone malignancy over the last 11 Vi years (Jan 
1991-June 2002). 

Material and Methods 

A retrspective analysis over the last 11 Vi years (Jan 
1991 -June 2002) revealed 110 bone tumors. More than 
90% of the cases were from the clinic of the author and 
the remaining 10% were reported by the author in the 
Pathology Department Govt. Medical College, Srinagar. The 
aspirations were conducted with the help of radiographs 
and in a few cases help of Orthopedic surgeon and 
radiologist was sought. A 20 ml disposable syringe with 
and without syringe holder with 23-18 guage needles were 
used at non-stemal sites. The sternal sites were aspirated 
with conventions! bone marrow aspiration needle. The 
material aspirated was smeared on to 5-8 slides MGG was 
used regularly on 2 slides, haematoxyin and eosin on many 
slides P.A.S in selected cases and 1-2 slides reserved for 
any special studies. 

Results 

The anlysis revealed 110 bone tumors (table-1) 


Myeloma (MM) 

As shown in the table-2, 12 of the 20 cases were 
aspirated from the sternum. They had suspicion of 
myeloma clinically. Remaining 8 cases were aspirated from 
non-stemal sites including ribs (2), clavicle (2), upper ends 
tibia (2), maxilla (1) and ileum (1). These 8 cases at the 
rime of presentation had localised pain and lyric lesions. 
The age of patient ranged between 45 and 67 years with 
17 males and 3 females. 

Cytological findings 

Smears showed pedominantly or exclusively of plasma 
cells both mature and immature and crowding out of other 
marrow elements. Tumor cells were well spread in both 
sternal and FNAC aspirates. However cell clusters were 
not uncommon in addition in FNAC aspirates at non-stemal 
sites. The mature cells showed abundant basophilic 
cytoplasm round eccentric nucleus with coarse clumpy 
cartwheel pattern chromatin and paranuclear hof. Some 
cells contained 2 to 3 nuclei. The immature plasma cells 
showed a high nucleo-cytoplasmic ratio, granular non¬ 
cartwheel type chromarion and 1 - 2 prominent nucleoli 
(Figs. 1-3). The diagnosis of myeloma was confirmed in 
eight cases by incisional biopsy and in remaining 12 cases 
aspirated from sternal sites by other investigations. 

Osteo-sarcoma (O.S) 

There were 12 cases of Osteosarcoma with age range 
of 10-35 years, including 8 males and 4 females The 
anatomical sites included 8 around knee (5 from tibia. I 
from fibula, 2 from femur). 3 from humerus (2 from lower 
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end and 1 from upper end) and 1 from scapula (Table-3). 


Table 1: FNAC of 110 Primary Bone Tumors (1992 - 2002) 

(1) 

Primary 


A. 

Benign 



1. Chondroma 

10 


2. Osteo- Chondroma 

04 


3. Giant cell Tumor 

13 


Total 

27 

b. 

Malignant 


(a) 

Primary. 



1. Myeloma 

20 


2. Osteo-sarcoma 

12 


3. Chondro- Sarcoma 

04 


4. E-S/PNET 

10 


5. Non-Hodgkin's 
Lymphoma 

06 


6.. Chordoma 

01 


7. Adamantinoma 

01 


Total 

54 

(II) 

Metastatic 

29 


Grand Total 

110 


Table 2: FANC-Myeloma (M M ) Bone, Non- Sternal Sites 


S.No 

Age / Sex Anat Site 

FNAC 

Histopath 

1. 

65/M 

Ribs 

Myeloma 

Myeloma 

2. 

50/M 

Ribs 

Myeloma 

Myeloma 

3. 

50/F 

Clavicle 

Myeloma 

Myeloma 

4. 

55/M 

Tibia-UE 

Myeloma 

Myeloma 

5. 

67/M 

Tibia-UE 

Myeloma 

Myeloma 

6. 

60/M 

Maxilla 

Myeloma 

Myeloma 

7 

57/M 

Ileum 

Myeloma 

Myeloma 

8 

54/M 

Clavicle 

Myeloma 

Myeloma 



Sternal Site (12 cases) 




(Age in years) 



M 

(10) 

45.60.51.54.46.54.67.61.64.65 


F 

(2) 

52. 47 



Sex 

M = 

17 




F = 

03 




Total 

20 



Abbr 

MM Multiple Myeloma. UE 

Upper End 



Cytological findings 

11 cases had adequate material in the smears and no 
material was seen in one case. Smear pattern in these 11 
cases was that of the pleomorphic sarcoma. Tumor cells 
were seen dispersed and in small and large fragments 
amounting to microbiopsies. Spindle, polyhedral and small 
cells in variable mixture with abundant to scanty dense 
cytoplasma showed round to spindle to polypoid 
hyperchromatic nuclei with irregular dense nuclear 


-' * ii/iv. 


v «ying 


membrane and 1 or more prominent nucleoli 
numbers of both tumor and osteoclast type giant cells 
present in all the cases. Tumor cells were larger in^* 
than mononuclear counterpart, with 1-3 lobul 
hyperchromatic nuclei and abundant dense cytonl ^ 
Mitotic figures were occasionally seen. Stroma consi 
with osteoid was present in all the cases from scanh^ 
abundant as magenta to a redish homogenous and fibrin* 0 
material either dispersed or in fragments intermingled wit! 
tumor cells (Fig.4-5). With the clinical and radiologic!) 
picture, all the 11 cases were confidently diagnosed 3 
osteosarcoma. Histopathology was avialable in all the casT 
and confirmed the diagnosis of conventional osteosarcoma S 


\ 

j 


Table 3: FNAC- Osteo- Sarcoma (0. 
S.No. Age/ Sex Anat Site 


2 . 

3. 

4. 

5. 

6 . 

7. 

8 . 

9. 

10 . 
11 . 
12 . 
Sex 


35/F 

16/M 

16/F 

15/M 

16/F 

25/F 

16/M 

20/F 

10/F 

20/F 

20/F 

M/4 

F/8 


Tibia- U.E 
Tibia- U.E 
Humerus-U.E 
Tibia- U.E 
Femer- U.E 
Tibia-U.E 
Tibia -U.E 
Humerus-U.E 
Scapula 
Femur-U.E 
Humerus-U.E 
Age 10 - 35 


I uuug 

*JA 

OS 
0. S 
0. S 
0. S 
0. S 

0 . s 

Dry-Smears 
0. S 
0. S 
0. S 
0. S 
0. S 


SJ 

Histopath 

OS 

o.s 
o.s 
o.s 
o.s 
o.s 
o.s 
o.s 
o.s 
o.s 
o.s 
o.s 


Abbr.O.S. Osteosarcoma, U.EUpper End. L.iLower End 


Chondro-sareoma (C.S) 

There were 4 cases of chondrosarcoma. These included 
40 year male, 57 year male, 25 year male and 42 year female 
with tumors arising from the upper end of humerus, 
metacarpals, iliac bone and neck of femur respectively 
(Table 4). 


Table 4: FNAC- Chondro - Sarcoma (C.S) Bone (4 Cases) 


S.No 

Age/Sex 

Anat Site 

FNAC 

Histopath 

1. 

40/M 

Humerus-U.E 

C.S -agg 

C.S grade 2 

2. 

57/M 

Metacarpal 

C.S-agg 

C.S grade 2 

3. 

25/M 

Ileum 

C.S -agg 

C.S grade 2 

4. 

42/F 

Femur-U.E 

C.S low grade C.S grade 1 


Abbr :• C.S. Chondrosarcoma. AGG. Aggressive. U.E. Upper end^ 


Cytological findings 

Abundant materials was present in the smears in all the 
4 cases. In the first three cases, the smear pattern was almost 
identical, with abundant purplish homogenous and fibrillar 
granular material dispersed and in fragments. The tumor 
cells widely scattered within this stoma were round with 
little variation in size and shape with round nuclei, small 
nucleoli and moderate cytoplasm. Some bi-nucleated cells 
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also present. A clear halo was seen around some 
w * re nutatic figures or necrosis was seen in any of the 
06 S With the clinical data and radiographs, smears were 
CaSC rted as consistent with aggressive chondro-sarcoma 
rj7 ) in all the 3 cases. 




Anat Site 

FNAC 

Histopath 

Scapula 

E.S. 

E.S. 

Ileum 

E.S. 

E.S. 

Ileum 

E.S. 

E.S. 

Ileum 

E.S. 

E.S. 

Ribs 

ES-PNET 

PNET 

Ribs 

E.S. 

E.S. 

Ileum 

E.S. 

E.S. 

Tibia 

E.S. 

E.S. 

Scalp 

E.S. 

E.S. 

Ribs 

E.S. 

E.S. 


Age 41 V. - 22 


'In case 4, a 40 female with a soft tissue mass in right 
inguinal region and destruction of the neck of the femur, 
smears showed abundant mucinous material and granular 
chondroid matrix and very few benign chondrocytes 
suggesting the diagnosis of chondroma (Fig.8). However, 
with radiographs, the suggestion of lower grade chondro¬ 
sarcoma was made. Histopathology revealed chondro¬ 
sarcoma — grade L_ 


Table 6: FN AC - Non-Hodgkins Lymphoma (NHL) (6 Cases) 

An at Site 


S.No Age/Sex 

30/F 
70/M 
40/F 
65/M 
45/M 
70/M 


1 . 

2 . 

3. 

4. 

5. 

6 . 


Sex 


M 4 
F 2 


Femur - L.E 
Radius -U.E 
Ribs +soft tissue 
Ischium 

Ribs-Stfft tissue 
Ileum 


FNAC 

?NHL 
LCL 
LCL 
LCL 

Mixed all 
LCL 


Histopath 

LCL 
LCL 
LCL 
LCL 
LCL 
LCL 


Localised 

Disseminated 


1,2 (Stage 1) 
3-6 (Stage 4) 


Ewing’s Sarcoma (E.S)- PNET 

As seen in the Table 5, there were 10 cases of E.S. with 
age range of 4 1/2 - 22 years, including 8 males and 2 
females. Their primary anatomical sites were ileum (4) ribs 
(3), scapula (1), scalp (1) and tibia (1). There were 2 cases 
of metachronous lesions, in ileum and abdominal wall (case 
no. 7), and tibia and scalp (case no. 8). In addition there 
was a case of local recurrence in ribs (case no. 6). They 
presented as local pain and lytic lesions ( 9 cases) and 
chronic osteomyleitis tibia (1 case). Constitutional 
symptoms were present in three cases. 


Cytological Findings 

Smears (Figs.9-12) yielded adequate material at all sites 
primary, metachronous and recurrent. Smears were highly 
cellular with striking monotony of cells devoid of stroma. 


mostly dispersed, with some loose clusters, and with 
occasional nuclear molding. There was one case with many 
rosettes labeled as PNET (case no. 5). Two types of tumor 
cells were seen. The larger pale cells were predominant 
with fine granular chromatin, scanty pale to vacuolated 
cytoplasm with occasion cytoplasmic blistering. These cells 
showed variable PAS positively. The small darker cells, 
were infrequent, with smaller darker nuclei and scanty 
cytoplasm. Mitotic figures were infrequent (Fig.9-12). 
Histopathology was available in all cases which confirmed 
the cytology diagnosis. 

Non-Hodgkin's Lymphoma (NHL) 

There were 6 cases of NHL, with age range of 30-70 
years, with only one case below the age 40 (Table-6). There 
were 4 males and 2 females. The anatomical sites were, 
ribs 2 ileum 1, ischium 1, lower end of the femur 1 and 
upper end of radius 1. Soft tissue mass was present in 2 
cases with rib involvement. X-ray showed lytic lesions in 
all. When investigated subsequent to FNAC diagnosis only 
2 lesion (femur and radius) showed localised disease. The 
other 4 proved to be cases of disseminated lymphoma who 
primarily presented with bone involvement. Histopathology 
of excised lesions was availble in all the cases. 


Table 7:FNAC- Chordoma + Adamantinoma (2 Cases) 


S.No 

Age/Sex 

Anat Site 

FNAC 

^ w 

Histopath 

1 . 

40/M 

Sacrum 

Chordoma 

Chordoma 

2. 

40/M 

Tibia 

Adamantinoma 

Adamantinoma 


Cytologic Findings 

Adequate material was present in all the cases. The 
cytological criteria for diagnosis were same as for lymph 
nodes 3 - - '. Thus 4 cases were labeled as large cell and 2 
cases as mixed cell lymphomas. The lymphoid cells were 
dispersed with large non-cleaved and cleaved cells with 
varying percentage of small cleaved cells and lymphocytes 
Lymphoglandular bodies were present in all the cases 
(Fig. 13). Histopathology revealed large cell non-Hodgkin’s 
lymphoma in all the cases. 

Chordoma 

One case of chordoma sacrum was recorded in a 40 
year old male who presented with local pain (Table 7). X- 
ray showed destruction of bone with soft tissue extension. 

Cytologic Findings 

As seen in the (Fig. 14-1 5) abundant material was 
present in the smears dominated by magenta coloured 
bubbly fibrillar stroma in MG stain. The tumor cells, were 
scattered in the stroma as round, uniform cells with 
unifonnnuclei, and pale vacuolated cytoplasm Some cells 
contained 2 to 3 nuclei. Occasional cells were larger in 
size with abundant bubbly cytoplasm with multiple nuclei. 
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Fig 1. Myeloma — FNAC tibia, shows a large cluster 
(micro-biopsy) of tumor cells dispersed plasma cells. 


Fig. 2. Another field from Fig. 1, shows 

cells. MGC X 100 


dispersed p/ as(TIa 




Fig. 3. Myeloma — from sternal puncture shows 
mature and immature plasma cells. MGG x 400 


Fig. 4. FNAC — Osteo-sarcoma. shews poly-hedral malignnant 
tumor cells in abundant pink collagenous matrix interpreted as 

osteoid. MGG x 400. 



Fig 5 FNAC — Osteo-sarcoma. with striking pleomorphism of tumor 
cells one/ tumor giant cells. No osteroid seen This pleomorphic 
tumor without osteoid in context of appropriate age and 
radiographs is diagnostic of osteo-sarcom. MGG x 400 



Fig 6 FNAC — Chondro-sarcoma - aggressive ‘(Grade. 2) shorn 
large round mono and binucleated cartiage tumor cells with high 
N/C ratio, embedded in chondroid matrix . MGG x 400. 
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Fa 7 FNAC — Chondrosarcoma, aggressive -(Grade 2) shows large 
and cartilage tumor cells with high N/C ratio dispersed and embedded 
'n abundant magenta coloured chondroid matrix MGG x 400 


Fig. 8. FNAC — Chondro sarcoma low-grade -(Grade I) from 
neck of femer. shows abundant chondroid matrix with sparsely 
distributed benign looking chondroytes. Only with the help of 
radiographs interpreted a low-grade C S MGG x 200 



Fig 9. FNAC — ES-PNET, above shows monomorphic round tumor 
cells dispersed and in loose clusters, and fine vacuolations of 

cytoplam MGG x 100 


Fig. 10 FNAC — ES-PNET, higher power to show clusters of tumor 
cells composed of large pale cells and smaller dark cells and nuclear 


molding - (arrow) MGG x 200 



hi*. II. F\AC kS-P A7:7, still higher power to show large pate anJ 

small dark cells (arrow) MGG x 400 



Fig. 12. FNAC — ES-PNET, to show a rosette, with tumor cells 
aligning around central fibrillar material MGG x 200 
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Fia 15 FNAC . Chordoma — Another aiea from the same tumor 

to" show large multi-nucleated "physaliphorous " cells and nono- 
nuclear rumor surrounded by same fibrillar matrix MGG x 400 

so called "physaliphorous" cells No nutotic figures or 
necrosis was seen The smears with clinical and x-ia\ 
findings were consistent with the diagnosis of chordoma 
Histopathologv confirmed the smear diagnosis of 
chordoma 

Adamantinoma 

One case of adamantinoma on FNAC was recorded in 
lower diaphvsis tibia in a 40 year male in 1994 (Table Vi 
This was a recurrent tumor diagnosed as adamantinoma 
on excision biopsy, b> the author in 1993 X-ray showed a 
radio-lucent area with sclerotic areas involving the cortex 
primarily extending into the medulla There was no break 
in cortex, but cortex was so thin that it could be penetrated 
easily by a 22 guage needle 

Cytologic Findings: 

Smears were highly cellular with multiple large clusters 
of cells, round to spindle with round uniform nuclei, fine 
elimination & scanty ill defined cytoplasm, almost forming 
syncytium, mimicking basaloid squamous cell carcinoma 
No mitotic figures or necrosis were present This was a 


Fig. 16 . FNAC , Adamantinoma — tibia show large dense 
clusters and ribbons of basaloid tumor cells. Note clear 
background with no malignant diathesis. MCC x 200 

bland epithelial tumor with no stroma at all With the 
previous knowledge of the histopathology, smears were 
consistent with adamantinoma (Fig. 16). 

Discussions: 

FNAC is now widely accepted and applied diagnostic 
procedure In spite of attempts at bone aspiration in early 
1930's 1 ’ this area has not kept pace with other sites This 
may be partly explained by the non-familiarity of 
cvtopathologists with pathology of bone tumors Lytic bone 
lesions for suspected metastasis, however have been the 
target of aspiration for many decades With management 
of some primary bone malignancies like osteosarcoma Si 
Ewing's sarcoma by preoperative chemotherapy, coupled 
with advantages of FNAC over open & needle biopsy, the 
FNAC of primary bone tumors is now gaining more 
attention' 0 '. It is essential to remember that FNAC diagnosis 
of bone tumors like histopathologic diagnosis requires 
complete evaluation of clinical & radiological data. It is 
also true that malignant tumors are diagnosed more 
correctly than benign ones 
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Fiq 13 FNAC NHL — Iliac bone shows dispersed small and 
medium sued lymphoma cells, with numerous lympho- 
glandular bodies - arrows MGG x 400 


Fig. 14. FNAC , Chordoma-sacrum shows monotonous tumor 
cells loosely packed due to abundant clear to vacuolated 
cytoplasm and a typically fibrillar stroma, in the background 
which is otherwise clean MGG x 400 
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—' ~j evv 0 f FNAC records on bone tumors by the 

, A /over last 11 Vi years (Jan 1991-June 2002) revealed 
no bone tumors. It is the FNAC pattern of primary 
malignant bone tumors which will be discussed here. 

^^Thep^aMnacell tumors of bone were the most common, 
• i total of 20, 12 of which were aspirated from sternal 
NV,t & the remaining 8 from the non-stemal sites (Table 2). 
The smear pattern in these two groups were similar, with 
difference that clusters of tumor cells were also seen 
n FNAC smears. Both sternal & non-sternal aspirates 
"bowed dispersed cells of mature and immature plasma 
ells with crowding out of normal haemopoietic elements 

(Fig-. 

Myeloma is the most common primary bone 

malignancy, but it is generally taken care of by 
hematologists. There were 12 such cases in this study 
which after sternal aspirate diagnosis were investigated 
further by haematologists. Cytopathologists occasinally get 
an opportunity to aspirate such tumors that present as 
solitary lytic bone lesions. Such eight cases in this study 
were subjected to incisional biopsy which confirmed the 
diagnosis of myeloma. Such reports are available in the 
literature.^ 4 - 25 

Diagnosis of plasma cell tumors is generally straight¬ 
forward; but other lesions like chronic osteomyelitis & 
jmmunoblastic lymphomas need consideration. In chronic 
osteomyelitis plasma cells are invariably accompanied by 
acute inflammatory cells. The poorly differentiated 
myelomas will show a range of cells with plasmablasts 
and mature plasma cells in contrast to immunoblastic 
lymphoma. In difficult cases immunocyto chemistry will 
be required. 


Osteosarcoma (O.S): 

Out of 12 cases of osteosarcoma, 11 were diagnosed 
on FNAC (Table-3). One case did not yield any material. 
Smears in these cases showed pleomorphic sarcoma as 
descnbed earlier. The stroma compatible with osteoid in 
vanable amounts was seen in all the 11 cases. Thus the 
cytologic picture supported by clinical & radiologic picture 
was compatible with the diagnosis of osteosarcoma. 

The diagnositic accuracy of osteo-sarcoma in FNAC 
depends on the type of the lesion, (osteolytic vs 
osteosclerotic) & experience of the cytopathologist with 
bone pathology. In once study 26 , out of 56 cases of O S 
correct diagnosis was made in 45 cases (80.4%). In another 
study 24 , of 55 cases a definite diagnosis was made only in 
19 cases (32.2%), the material in the remaining cases was 
either inadequate or not present at all. Some authors have 
attempted morphologic grouping of O.S. with an accuracy 
of 80 4% 26 and 87 3% 2 This is only of academic 


importance and does not have any bearing on the 
management of the patient. 

Presence of osteoid, unlike histopathology is not 
mandatory for the diagnosis of O.S. in smears. Osteoid is 
indistinguishable from hyalinised collagen, but a bright or 
faint eosinphilic material, enclosing tumor cells or lying 
dispersed in the background in a pleomorphic sarcoma with 
appropriate clinical and radiological data, is compatible with 
osteoid. Thus osteoid has been reported in 35% 26 to 40% 2 ' 
of the cases. However, the author has been able to find 
some stroma compatiable with osteoid in all the 11 cases. 

The differential diagnosis of O.S in smears would include 
pleomorphic MFH, pleomorphic metastatic carcinoma. 
Giant cell tumor and Ewing’ sarcoma depending upon the 
morphology of osteosarcoma. Careful study of cytology 
with clinical and radiologic details should help to arrive at 
the diagnosis even without the ancillary studies in most of 
the cases. 

Chondro-sarcoma (SC) 

This study included 4 cases of chondro-sarcoma out 
of 15 chondroid neoplasms (Table-4). In three cases smear 
were suggestive of aggressive chondroid neoplasm and in 
the fourth case as berugn chondroma. Radiographs helped 
to suggest the diagnosis of low grade chondrosarcoma in 
case 4. 

There are limited reports of FNAC on the 
chondrosarcoma of bone with general acknowledgement 
of limitation of FNAC diagnosis of these tumors 12 '' 2Uv w 

In FNAC smears the qualitative and quantitative 
differences in the cellulanty, nuclear morphology including 
size, chromatin pattern, presence and number of nucleoli 
and number of nuclei as well as mitosis are the basis of 
tumor grading as in histopathology However the permeative 
growth pattern appreciated in histopathology is not available 
in smears. Thus grade 1 chondro-sarcoma shows a 
myxohyaline stroma with cellular paucity, comprising of 
chondrocytes with a low N/C ratio But these are difficult 
to diagnose as chondrosarcomas on FNAC without a clinical 
and radiographic support as exemplified by the fourth case 
in this study Grade 2 smears are more cellular, the tumor 
cells lying both dispersed and in fragments show 
mononucleated cells with nuclear atypia lying in abundant 
chondroid matrix. Thus there were three such cases in the 
study where smears were suggestive of aggressive 
chondosarcoma supported by radiographs and confirmed 
by histopathology as chondosarcoma grade 2 The smears 

of grade 3 chondosarcoma show richer celluilan tv and more 

* 

definite nuclear atypia with chondroid stroms The poorly 
differentiated and de-defferntiated tumors are difficult to 
diagnose as chondosarcomas and are best diagnosed as 
malignant mesenchymal tumors Author has experience of 
one such soft tissue chondosarcoma on FNAC which 
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was diagnosed as soft tissue sarcoma NOS. (Unpublished) 
The differential diagnosis of chondro-sarcoma should 
include chondroma, chondromyxoid fibroma and chondro- 
blastic osteosarcoma. The clinical picture and radiology 
should be taken in to consideration to arrive at the diagnosis. 

Non-Hodgkin's Lymphoma (NHL) 

Six cases of non-Hodgkin’s lymphoma of bone were 
encountered in this study with age range of 30-70 years, 
including 4 males and two females with 4 in flat bones 
and 2 in long bones (Table-6). Investigations later proved 
only 2 cases limited to bone. The remaining 4 cases were 
disseminated but had presented primarily as bone lesions. 
Criteria for the diagnosis of lymphoma in smears were 
same as in the lymph nods 3,4 . Using Working Formulation, 
4 cases were categorized as large cell and 2 cases as mixed 
cells lymphoma. Histopathology available in all the 6 cases 
confirmed these as aggressive lymphoms (Table-6) 

There are a few reports of FNAC of bone lymphomas 
in children and adult 25 - 31 . 

Primary non-Hodgkin’s lymphoma of bone is rare. It 
constituted 8% of malignant bone tumors in Mayo clinic 32 . 
It may occur at any age and site, the most common sites 
being the bones with persistent marrow - . 

The differential diagnosis of bone lymphoma includes 
chronic osteomyelitis Ewing’s sarcoma, metastatic neuro¬ 
blastoma, metastatic rhabydomyo sarcoma and metastatic 
anaplastic carcinoma depending upon the age. 

Ewing's Sarcoma (E.S)-PNET 

Ten cases of Ewing’s Sarcoma (E.S)-PNET were 
recorded with age range of 4'/i to 23 years including 8 
males and 2 female, with 9 cases from flat bones and 1 
from long bone (Table 5) Smear pattern described above 
was that of round cell tumor, without stroma. The tumor 
with frequent rosettes are labeled as Ewing’s Sarcoma 
(E S)/ PNET. There was one such case in this study. 

E S-PNET are malignant round cell tumors of bone and 
soft tissue, of neuro-ectodermal nature 33 . E.S represents 
the undifferentiated end and PNET the differentiated end 
of the spectrum, without significant biologic or therapeutic 
considerations. 

The cytology of E.S. has been described in details by 
various authors 34 " 31 . The diagnostic accuracy generally has 
been high except one study 31 

The differential diagnosis includes non-Hodgkin’s 
lymphoma, neuroblastoma, small cell osteo-sarcoma and 
metastatic rhabdomyosarcoma The smears offer better 
morphology than histopathology and therefore in typical 
cases, there is no difficulty in making the diagnosis as in 
the present study The atypical cases however, would 
require cell makers, cytogenetics and molecular studies* 1 


- _— 


Chordoma 

One case of chordoma was diagnosed in a 40 y ear 
in the sacrum (Table 7). Smears showed abundant ma ^ 
coloured mucoid material fibrillary and bubbly with S6nta 
uniform cells scattered with 1-2 vesicular nuclei° UlV * 
vacuolated cytoplasm. Occasional multinuclei ^ 
physalliphorous cells were also present. ed 

Chordoma are rare tumors of bone 32 derived f 
notochord. 85-90% are seen at distal and proximal ends 0 " 1 
the vertebral column. The mean age of on-set of sacar°t 
chordoma is 35 years 32 . The tumors are locally destructi 
with rare metastasis. FNAC reports of this tumor ^ 
virtually all from the sacro-coccygeal region 15,25 * 2 **-*-^ 
smears diagnosis is generally straight-forward. However 
other diagnostic possibilities like metastatic mucinous 
adeno-carcinoma, myxiod chondrosarcoma have to be ruled 
out. The physaliphourous cells are not essential f or 
diagnosis 43 In problem cases, immunocytochemistTy should 
help. Staining for epithehil markers and S-l 00 protein would 

help to differentiate them. 


Adamantinoma 

One case if adamantinoma was reported on FNAC in a 
40 male in lower diaphysis of tibia (Table 7). This was a 
recurrent tumor diagnosed as adamantinima by the author 
on histopathology, one year earlier in 1993. Smears were 
hypercellular with cohesive clusters of basaloid squamous 
cells with peripheral palisading. The tumor cells were 
monomorphic uniform nuclei, had fine chromatin and ill 
defined cytoplasm. Stroma was absent. There were no 
mitotic figures or necrosis FNAC diagnosis of the 
abdamantinoma was possible only with the previous 
knowledge of histopathology. 

Admantinoma of bone is a rare neoplasm representing 
0.3% - 1% of malignant bone tumors 32 - 3 V Tumor is slightly 
more common in males with age ranges from 4-72 years 
and 90% involve the tibia 3 *. There are a few reports of 
FNAC on admantinoma of the bone 45 - 44 . 
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I. INTRODUCTION 

Viral infections during pregnancy can occur in utero (i.e. congenital infectio 
at birth, or in the neonatal period, and account for 2-3% of congenital anomali '* 
Each type of viral infection may have a different outcome depending on ** 

1. the timing of the exposure, 

2. the gestational age of the fetus, 

3. the level of inoculum below which exposure does not result in teratogenesis 

4. whether this is a primary (first experience) infection 

5. whether this is a secondary (recurrent) infection 

6. or whether this is a latent infection. 


n. COMMON VIRAL INFECTIONS DURING PREGNANCY 

A. Cytomegalovirus 

Human Cytomegalovirus (CMV), the most common congenital infection in 
neonates in the United States, infects people of all age groups, socioeconomic 
backgrounds, and geographic regions. It is a DNA virus and belongs to the 
herpesvirus group. The presence of maternal humoral antibody does not confer 
fetal protection in subsequent reinfection or reactivation as seen with other viruses 
CMV has been cultured from virtually all body fluids, including saliva, semen, 
and cervicovaginal secretions. 

CMV can be transmitted through intimate contact with another person shedding 
the virus, organ or bone marrow transplantation, blood transfusion from CMV- 
seropositive donors, and vertical transmission. An ascending route of infection 
has been postulated but is unlikely with intact amniotic membranes. 
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CMV Management 

Currently there are no pharmacological regimens available for the treatment of 
maternal and fetal CMV infections. (Ganciclovir is only approved for CMV retinitis 
in patients with AIDS). Reports of placental transfer of Ganciclovir and neonatal 
treatment with hyperimmune gamma globulin have shown promise, however, the 
data are lacking 

The best long-term answer may be the live attenuated CMV vaccine (Towne 
125 strain). Reports indicate that it is safe, provides some protection, and offers 
an economical alternative. Concerns about the vaccine-include its potential for 
reactivation (reinfecting), viral shedding in breast milk and the cervix, and 
oncogenesis. 

CMV Current Recommendations 

Routine serologic CMV testing during pregnancy is not recommended 
Individuals involved in childcare and patients with young children are potentially 
at greater risk It is important these individuals are counseled to practice safe 
handling techniques, frequent hand washing and proper use of latex gloves when 
exposed to any bodily secretions. 

B. Varicella-Zoster Virus 

Varicella-Zoster Virus (VZV), a DNA virus that belongs to the herpesvirus 
group is the causative agent of chickenpox and shingles. Varicella represents 
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■" "T^infection, whereas shingles represents reactivation 
P r °l tent virus located in the dorsal root ganglia. Varicella 
of * Jj com municable. About 2% of Varicella cases occur 
,S d Its of reproductive age and this group accounts for 
U \°/ to 55% of Varicella-related deaths. One to five cases 
4 10 000 pregnancies are estimated to occur. 

10 VZV usually is transmitted by infected secretions from 
nasopharyngeal regions. Once inoculation has occurred, 
. ry viremia (viral replication) takes place for four to 
pn y ^ n j a y S followed by a secondary viremia (exanthem) at 
S6V roximately day 14. Patients are considered infectious 
24 to 48 hours before the rash, and remain infectious until 
2 st ing of the exanthem occurs. Primary varicella infection 
C ™ e rally confers lifelong immunity; however, a few cases 
of reinfection have been reported. 

yyyManagement 

—■fitment of VZV with acyclovir has proven beneficial 
for the mother if instituted within 24 hours of the viral 
exanthem. Oral acyclovir (safe during pregnancy, class C) 
reduces the duration and numbers of lesions and improves 
the associated constitutional symptoms. 

Varicella pneumonia should be treated with intravenous 
(IV) acyclovir. Maternal treatment with acyclovir, 
regardless of route of administration, has not been shown 
to prevent or buffer the fetal effects of congenital varicella 
infection. The use of other antibiotics in conjunction with 
acyclovir to prevent superimposed bacterial respiratory 
infections is controversial. 

Y 7 V Current Recommendations 

Nonpregnant women of reproductive age should be 
questioned concerning previous varicella infections. 

1 No history of varicella /or if a nonimmune status is 
documented: Patients should be offered the varicella 
vaccine with recommendations of delaying conception 
for at least 3 months. 

2. Women who do not recall a past varicella infection. 
Antenatal VZV antibody determination in women with 
a negative history is controversial due to the high cost 
and low yield, but many practitioners obtain this test at 
the first prenatal visit and 80% to 90% have antibodies. 

3. Pregnant patients with negative or indeterminate 
histories: should avoid persons who are infectious. If 
exposure occurs, prophylactic administration with 
Varicella-Zoster immunoglobulin (VZIG) should be 
given to attenuate and perhaps prevent varicella if the 
patient is VZV-antibody negative. VZIG should be 
given within 96 hours of exposure. 

The administration of maternal VZIG does not prevent 
or ameliorate congenital varicella infection. Neonates 
whose mothers develop varicella 5 days before delivery or 

2 days following delivery should receive VZIG after birth.*’* 


C. Parvovirus B19 

The parvoviruses are small single-stranded DNA viruses 
caused by erythema infectiosum (El). Viruses are 
transmitted through respiratory secretions and hand-to- 
mouth contact. The patient is generally infectious one week 
after exposure and becomes noninfectious with the onset 
of the rash. Fifteen to 25% of infected patients are 
asymptomatic, most common symptoms include a reticular, 
lace-like rash on the trunk and arthralgias. 

As seen with CMV, there seems to be occupational risks 
for infection for childcare workers and teachers When 
parvovirus B19 outbreaks occur, options for preventing 
transmission are limited. 

B19 Management 

Fetal intrauterine vascular transfusion (IVT) is indicated 
when anemia with ? hydrops or reticulocytopenia with 
anemia are present'. 

D. Viral Hepatitis in Pregnancy Acute and chronic 
necro-inflammatory liver disease caused by hepatotropic 
virus infection often affects women of child-beanng a<>e 
and their infants. In the United States, end-stage liver 
disease caused by chronic hepatitis C virus (HCV) is the 
most common indication for orthotopic liver transplantation 
( LT). HCV infection often is acquired by teenagers and 
young adults as a result of drug use and also is common in 
persons with a history of sexual promiscuity Thus, 
individuals providing health care to young women are likely 
to encounter patients with viral hepatitis and must be 
prepared to deal with issues related to acute and chronic 

i ection, sexual and vertical transmission, and screening 
and treatment = 

Clinical Features of Viral Hepntitk 

The clinical features of each type of viral hepatitis are 
similar and almost exclusively the consequences of liver 
cell injury; on rare occasions, individuals with viral hepatitis 
will have extrahepatic (immunologic) manifestations of 
their disease. The presentation of hepatitis in pregnant 
women, as a rule, is no different from that in nonpregnant 
individuals and is determined by the seventy of the liver 
damage and whether or not it is acute or chronic Most 
individuals who are exposed to a hepatitis virus do not 
develop clinically apparent disease For this reason, mnm 
people are unaware that they have been infected with a 
hepatitis virus and are surprised if serologic testing 
demonstrates hepatitis virus antigens or antibodies 


HAV 

32% 


Table 1, Acute viral hepatitis in the U,S. 

HBV HCV HDV ucw 


o^vo 42% 20% 2% 1% 

Persons with clinical viral hepatitis initially have 
nonspecific complaints, including fatigue, malaise. 


HCV 

20 % 


HEV 


ave 
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Species 


transmission 
Incubation period 
Clinical illness 


Chronicity 
Fulminant course 
Antigen test 
Antibody test 

Nucleic acid test 

Vaccine 

IG 


HAV 


15-50d 

Pediatric 

50% adult, 80% 

No 

< 1 % 

Fecal 

Serum 

Feces/serum 

Yes 

Yes 


HBV 


40-150d 

30% 

5% 

< 1 % 

Serum 

Serum 

Serum 

Yes 

Yes 


anorexia, nausea, headache, and myalgias, possibly 
associated with low-grade fever. It may be mistaken for a 
flu-like viral syndrome or even for the normal physiologic 
effects of pregnancy itself; otherwise, jaundice develops 
within 2 to 10 days of the onset of symptoms. 

Chronic viral hepatitis is asymptomatic either 
indefinitely or until there is sufficient liver damage for the 
patient to develop manifestations of end-stage liver disease. 
Some persons experience periodic clinical exacerbations 
that resemble mild, moderate, or even severe acute hepatitis. 
Many cases of chronic viral hepatitis, therefore, are 
diagnosed after serum aminotransferase levels incidentally 
are noted to be abnormal. This commonly occurs when an 
apparently healthy young woman becomes pregnant and 
consults an obstetrician. Physical examination also may 
be normal or the patient may have subtle physical findings 
consistent with early cirrhosis, including palmer erythema, 
splenomegaly, and a small liver. Ultimately, the natural 
history of viral hepatitis in a given patient is determined by 
the particular agent causing the infection and the host 
response to infection (Tables 2 & 3). 

Table 3. Serological diagnosis of acute viral hepatitis 


Disease 

Hepatitis A 
Hepatitis B 


Hepatitis C 
Hepatitis D 


Serology 

IgM anti-HAV 
HbsAg 

IgM anti-HBc 
Anli-HCV 


Hepatitis D HbsAg and Anli-HDV 

(♦) IgM anti-HBc 
(-)lgM anti-HBc 
Hepatitis E All negative 

Hepatitis (Non-A-E) All negative 

1. Hepatitis A Virus 


Comments _ 

Specific 

May be negative 
Usually indicates acute 
Hepatitis B 
Often appears late 
4-8 weeks 

Anti-HDV may appear late 
Coinfection 
Superinfection 
Travel history 

History of risk factors 


late 


HCV 


14-140d 
5% 

85% 

Rare or no 

None 

Serum 

Serum 

No 

No 


HD V 


20-45d 

10 % 

Yes 

<5% 

Serum 

Serum 

Serum 
Yes (HBV) 
No 


HEV 


15-65 d 
80% 

No 

Pregnancy 

Fecal 

Serum 

Feces 

No 

No 


Passive immunization with pooled human serum 
immunoglobulin (IG) containing anti-HAV IgG three to 
six months before, or within two weeks of exposure to HAV 
prevents or attenuates hepatitis in 85% to 95% of treated 
individuals. The IG and HAV vaccine both are safe for use 
in pregnant women. 

2. Hepatitis B Virus 

Acute and chronic HBV infection are diagnosed by a 
positive serum HBV surface antigen (HBsAg) test. Recent 
infection is indicated by the presence in serum of IgM 
antibody to HBV core antigen (anti-HBc), whereas 
predominant serum IgG anti-HBc is found in persons with 
chronic infection. Active viral replication in acute or 
chronic HBV infection is seen in patients with serum HBV 
e antigen (HBeAg). In contrast, serum antibody to HBeAg 
(anti-HBe) is found in individuals recovering from acute 
HBV infection and also in persons with chronic HBV 
infection without active viral replication. HBV infection 
is no severer in pregnant women than in nonpregnant 
individuals, unless there is also severe chronic hepatitis or 
secondary cirrhosis and associated complications in a 
chronic HBV. 

Table 4. Serological Diagnosis of Chronic Viral hepalitis 


Disease 

Hepatitis 


Hepatitis 

Hepatitis 

Hepatitis 


Serology 

HbsAg 

-Active viral replication 
(HbeAg, HBV DNA) 
-low/absent viral replication 
(anti-HBe. (-) HBV DNA) 
Anli-HCV (EIA) Anti-HCV 
HbsAg and anti-HDV (>1:100) 


Confirmation 
(-) IgM anti-HBc 


Non-B-D All negative 


(dtRIBA)HCV RNA 
HDV antigen 
History of risk factors, 
exclusion of other 

diagnosis 


HAV infection is no severer in pregnant women than in 
nonpregnant individuals Intrauterine and perinatal 
maternal-fetal transmission of HAV have been reported, 
however, maternal HAV infection during pregnancy is 
not associated with fetal loss or developmental 
abnormalities. 


Pregnant women suspected of having been exposed to 
HBV should be treated with HBIG and innoculated with 
HBV vaccine This therapy is safe and effective during 
pregnancy. 

3. Hepatitis C Virus 

Acute infection almost always is subclinical and 
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chronic in over 85% of cases. Chronic HCV 
becomes .j S p Qses affected individuals to develop 
jnfectio^ en£ j_ stage jj ver disease and HCC. In addition, 
c irrno infection is associated with a number of extra- 

manifestations including arthritis, 
hCP toconjunctivitis sicca, lichen planus, porphyria cutanea 
ke ™ and essential mixed cryoglobulinemia, with or 
tar thout glomerulonephritis. These disorders, presumably, 
"V be diagnosed in pregnant women. 
m In the United States, the highest prevalence of HCV 

• f ction is in persons between the ages of 30 and 49 years 

{0 4 o/ 0 y This disease, therefore, is not uncommon in 

* “ en of childbearing age. There is no evidence that 

w0 ancy alters natural of HCV or that HCV 

^lterferes with normal pregnancy, unless the patient has 
11 hosis with associated complications. HCV, however, 
01 be transmitted vertically when maternal viral titers are 
unusually high, for example, in persons with HCV and HIV 
Coinfection. Maternal serum HCV RNA levels of greater 
han or equal to 10 19 copies per ml have been reported to 
’ associated with vertical transmission in as many as 36% 


of cases. 

4 Hepatitis D Virus Hepatitis D (delta) virus (HDV) 
* infection may be acute or chronic, and does not occur 
in the absence of acute or chronic HBV infection 
because HDV requires HBV for coating and cell-to- 
cell spread. Acute HDV is diagnosed by detection of 
the serum anti-HDV IgM antibody in a patient who also 
has a positive serum HBsAg test. While on the contrary, 
persons with chronic HDV and HBV infections have 
serum anti-HDV IgG antibody titers of greater than 1 
to 1000 and positive serum HBsAg tests. 

Most individuals with chronic HDV have hemophilia 
or a history of IVDU. Perinatal transmission of HDV is 
rare, and there are no documented cases of vertical 
transmission of HDV in the United States. 

5. Hepatitis E Virus 

HEV is a disease of people living in the third world 
countries, usually occurring in widespread outbreaks, 
and caused by fecal contamination of drinking water. 
In Western, industrial nations, HEV infection is rare 
and has been diagnosed exclusively in travelers 
returning from Third World countries. In nonpregnant 
patients, HEV infection is fulminant in less than 1 % of 
patients, whereas in pregnant women, it is fulminant in 
as many as 20% of patients. Similarly, the overall fatality 
rate of HEV is 0.5% to 4%. However, during pregnancy 
in the first trimester, the fatality rate is 1.5%. It is 8.5% 
during the second trimester, and 21 % during the third 
trimester. It is unknown why this virus causes especially 
severe disease in pregnant women. 

HEV infection during the third trimester of pregnancy 
is associated with an increased number of fetal 


complications. The death of neonates caused by HEV 
infection is much more common than it is from other types 
of viral hepatitis. HEV infection is never chronic. 

Prevention of HEV epidemics depends on 

• 

improvements in sanitation and protection of the purity of 
water supplies. Pregnant women should not travel to areas 
where there are known cases of HEV because 
immunoprophylaxis against HEV infection is not available 
Hepatitis F, G and X Viruses 

It appears that 5% to 20% of cases of acute and chronic 
hepatitis are not caused by known hepatitis viruses, or 
toxic, metabolic or immune-mediated mechanisms. 
Untyped hepatitis viruses may infect women during 
pregnancy and be a source of diagnostic confusion, 
particularly during the third trimester, when jaundice 
may be a complication of pregnancy-induced 
hypertension or a sign of acute fatty liver of pregnancy. 
III. Toxoplasmosis Toxoplasmosis is caused by 
Toxoplasma gondii , an obligate intracellular parasite. 
It is a significant human pathogen that can affect the 
fetus, neonate, adolescent, and adult, particularly the 
immunocompromised adult 

Transmission to humans occurs by ingestion of oocytes 
or cysts from animals or contaminated soil. Undercooked 
meats such as pork or beef are sources of human infection. 
Infection also can occur by insect contamination of food, 
contact with oocytes from the feces of infected cats, or 
contact with other infected materials. The domestic cat is 
the only definite host currently identified. 

Primary infections occur in approximately 0.6% of 
reproductive-age women. Approximately 40% of pregnant 
women in the Unites States have serologic evidence of 
previous T. gondii infection and are not at risk for delivering 
a fetus with congenital infection. Primary infection accounts 
for 3000 infants delivered annually most of these infants 
are asymptomatic at birth but develop sequelae later in life. 

Neonatal Infection 
Treatment 

In the case of an acute maternal infection, immediate 
treatment is warranted It seems that treatment reduces, but 
does not eliminate, the risk for congenital infection. 
Spiramycin may reduce vertical transmission by 50% to 
60%. Once serologic evidence of infection has .been 
confirmed. Spiramycin is available only through the US 
Food and Drug Administration (FDA). Spiramycin is not 
recommended for the pregnant patient at risk unless fetal 
infection is suspected. Pyrimethamine, sulfonamides, and 
folinic acid are added to spiramycin because they eradicate 
maternal and fetal parasitemia when compared with 
spiramycin alone. Treatment can result in successful 
pregnancy outcomes. 
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Recommendations 

1. Routine screening during pregnancy is not 
recommended in the United States, except in those 
patients with AIDS. 

2 Routine serologic screening during pregnancy is 
probably advantageous in areas where there is a high 
frequency of seropositivity. 

3. Patient education in avoiding undercooked meats, use 
of gloves when workin^^with soil, and avoidance of 
caring for outdoor cats 

IV.Tuberculosis and Pregnancy 

Tuberculosis remains an important respiratory disease. 
Recent epidemiological data suggest an increasing 
worldwide prevalence of tuberculosis. Although 
approximately 1% to 2% of all pregnant women in the 
United States exhibit tuberculin skin test reactivity, less 
than 10% have active tuberculosis lesions. Pregnant women 
with tuberculosis are usually symptomatic with cough 
(74%). weight loss (41%), fever (30%), fatigue (30%), and 
hemoptysis (19%). Pregnancy does not seem to affect the 
clinical course of tuberculosis. Hematogenous spread of 
Mycobacterium tuberculosis may result in congenital 
tuberculosis. Given the complex nature of treatment during 
pregnancy and the development of multidrug-resistant 
strains of tuberculosis, treatment should be individualized 
in consultation with infectious disease services. 

IMautoux Skin Test 

Screening of all pregnant women with the Mantoux skin 
test which involves intradennal injection of 0.1 ml of 5 
TU (Tuberculin Unit) strength PPD (Purified Protein 
Derivative) identifies most of the those with inactive, 
healed, prior infection and-those with true symptomatic 
and asymptomatic disease. 

Despite the generalized decrease in cell-mediated 
immunity, the tuberculin skin test is frequently positive in 
pregnant women, and studies have demonstrated no effect 
of pregnancy on cutaneous delayed hypersensitivity to 
tuberculin. 

High-risk groups include: Foreign-bom people, health 
care workers, residents of nursing homes, the homeless, 
drug addicts, and those residing in a high TB prevalence 


Table 5. Interpretation of Skin Tests tor Tuberculosis (TB*) 


Area of Induration (mm) 

Reading 

< 5mm 

Negative 

> 5mm 

Positive it patient is a known TB contact, has 
abnormal 

CXR. clinical evidence ol TB or HIV positive 

>10 mm 

Positive in any high risk group or high 

• 

prevalence group 

>15mm 

Positive 


V Asymptomatic Bacteriuria All pregnant women should 


bescrened with a urine culture at their fist prenatalvP' 
those without symptoms of UTI who grow more th* 
25,000 organisms/mL of urine have asymptom ** 
bacteriuria. This occurs in 2% to 7% of pregnant 
with an increased risk among those with previous UTj*’ 
low socioeconomic class, diabetes, or sickle cell tr *’ 
Women with asymptomatic bacteriuria have amt 
greater risk up to 28% of progressing to pyelonephriti, 
which can pose risks to mothers and fetuses. Although 
most isolates are from the enterobacteriaceae, such 
Escherichia coli or Klebsiella sp., group B streptococ^ 
are also common. 


Diagnosis 

Based on culture of clean-catch urine at the initial 
prenatal visit, asymptomatic bacteriuria is diagnosed if more 
than 25,000 organisms/mL are found. Lower concentrations 
may be clinically relevant if a patient is symptomatic or 
taking antibiotics. 


Treatment 


Although the culture results can be used to obtain 
organism sensitivities, most patients are treated empirically 
with oral antibiotics. Appropriate choices include 
ampicillin, 500 mg three times a day; nitrofurantoin, 100 
mg twice a day; or cephalexin, 250 mg to 500 mg, three 
times a day; each for 7-10 days. Local resistance patterns 
and patient allergies may limit the initial choices. 

Prevention 

The incidence of acute pyelonephritis is significantly 
decreased in patients treated for asymptomatic bacteriuria, 
but one third of treated women have persistence or 
recurrence of bacteriuria during pregnancy. With this in 
mind, the recommended test of cure is a repeat urine culture 
after completion of the course of appropriate antibiotics, 
with a repeat course of a different antimicrobial agent if 
bacteriuria is not cleared. Serial testing 

Cystitis with culture is also recommended (by trimester) 
to detect reoccurrence, with appropriate treatment if the 
culture is positive. Patients with a persistently positive 
culture despite treatment should be considered for urologic 
evaluation and suppressive antibiotics. 

Cystitis occurs in approximately 1% to 2% of all 
pregnancies. Although it rarely leads to pyelonephritis, 
patients may present with symptoms that are also suggestive 
of preterm labor. 

Diagnosis 

The most specific symptom that should lead to clinical 
suspicion is dysuria. On urinalysis, hematuria and pyuria 
may be present, although these could also be caused by 
vaginal contamination of the specimen. A culture with more 
than 100,000 organisms/mL is the most specific diagnostic 

sign 

Treatment Similar to asymptomatic bacteriuria 
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———; T^tui-e for test of cure is recommended, as 

prevention bact eriuria, together with repeat 

wit* 1 asymp tr i m ester) for the remainder of the 

sU rveilla nc ® ^ of ur j ne cu itures. Approximately 25% 

pregnancy cyst iti S experience another urinary infection 

0 f patients ^ ^ er a seC0 nd episode of cystitis during 

during p&BP S sive antibiotics are appropriate for the 
^anancy, 

££-* of ^ pregnancy. 

Fy A° n ^e h pyelonephritis occurs in 1% to 2% of all 
AC ° ies with approximately two thirds occurring in 
pregnao^.^ pre vious asymptomatic bacteriuria. The risk 
Pyelonephritis is significantly increased during 
f ° r ancy, probably secondary to physiologic changes in 
P re ^ I1 'nary tract. It is more common in the second and third 
t*! e un j^e major significance, in addition to maternal 
the increased risk for preterm labor. 

-Ss present with systemic signs, including fever, 
ertebral angle tenderness, nausea, and vomiting; 
Juratory evaluation reveals pyuria with leukocyte clumps 
3 d bacteria, and elevated leukocyte count. Severe disease 
result in sepsis, renal failure, and acute respiratory 

distress syndrome. 

Tteatment 

Hospitalization is often considered for intravenous (IV) 
antibiotics; hydration (for dehydration); and close 
observation for systemic complications, such as preterm 
labor After blood and urine cultures are obtained, IV 
therapy with a broad-spectrum penicillin or cephalosporin 

is appropriate. 

In selected patients, outpatient treatment with two doses 
of intramuscular (IM) ceftriaxone (1-2 IM every 24 h), 
followed by 2 weeks of oral antibiotics, has shown similar 
outcomes to inpatient management. Aminoglycosides may 
be used with caution during pregnancy. 

Sonography should be used to investigate the urinary 
tract for significant obstruction; if found, urologic 
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Prevention 
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Introduction 

Telemedicine has been defined as the use of 
telecommunications to provide medical information and 
services'. Telemedicine in its simplest form may involve 
two doctors discussing a case over the telephone, or may 
be as sophisticated as using satellite technology to enable 
a surgeon in one country to remotely control a robotics 
arm for surgery on a patient in another country 
(Telesurgery). 

The transfer of electronic medical data (i.e. high 
resolution images, live two-way audio and video, and 
patient records) from one location to another utilises a 
variety of telecommunications technology, including 
ordinary telephone lines (POTS), ISDN, broadband, high- 
bandwith T-l lines, the Internet, and satellite link-ups. 

Telemedicine involves two different kinds of 
technology: 

The first, called Store-and-Forward technology, is 
used for transferring digital images from one location to 
another. A digital image is first acquired (‘stored’) by 
medical imaging or digital camera equipment and then sent 
( forwarded ) to another location within the hospital, 
between two hospitals in the same city, or from one hospital 

in the world This technology is 
typically used for non-emergency situations, when a 
diagnosis or consultation may be made in the next 24-48 
hours and sent back 

Teleradiology, the exchange of X-ray, CT, or MRI 
images (store-and-forward images) using a Picture 
Archiving and Communication System (PACS), is the most 
common application of telemedicine in use today 
Teleradiologv has enabled a single radiologist to provide 
consultation to a number of hospitals simultaneously by 
working out of a central location where images are sent 
directly for diagnosis 

Other medical specialities such as pathology, where 
images of slides may be sent from one hospital to another 
for diagnostic consultation (Telepathology), also lend 
themselves well to this store-and-forward technology. 

Medical transcription 2 may also be considered to be a 
store-and-forward form of telemedicine. 

Face-to-Face technology uses videoconferencing 


patient 

virtual 


equipment for a ‘real-time’ consultation between the 
at one location and a specialist at another or a 
discussion between specialists at different hospitals m 'T 
even in different countries. Typically clinical specials 
benefit more from this virtual consultation technology i,? 
Telesurgery which, as noted earlier, has enabled suro’eo * 
to remotely control a robotics arm for surgery. 

Telemedicine involving a combination of store-and 
forward, interactive, audio, still and video images can 
provide access to specialty care where none was previous 3 !" 
available. y 

History of Telemedicine 

The recent explosion of interest in Telemedicine has 
led to the misconception that it is a relatively new use of 
telecommunications technology, but the truth is that 
telemedicine has been in use in some form or other f 0r 
over thirty years 3 . 

The Nebraska Psychiatric Institute was one of the first 
facilities in the USA to have closed-circuit television in 
1955. In 1964 a two-way link was established between the 
institute and Norfolk State Hospital, 112 miles away. The 
link was used for education, and for consultations between 
specialists and general practitioners. 

The Massachusetts General Hospital/Logan 
International Airport Medical Station established in 1967 
enabled physicians at MGH to provide occupational health 
services to airport employees and to deliver emergency care 
and medical attention to travelers using a two-way 
audiovisual microwave circuit. 

The National Aeronautics and Space Administration 
(NASA) in the United States played an important part in 
the early development of telemedicine. NASA’s efforts in 
telemedicine began in the early 1960s when physiological 
parameters were telemetered from both the spacecraft and 
the space suits during missions. These early efforts and the 
enhancement in communications satellites fostered the 
development of telemedicine and many of the medical 
devices in the delivery of health care today. 

The North-West Telemedicine Project was set up in 
1984 in Australia to pilot test a government satellite 
communications network (the Q-Network). The project 
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—-- ~~^Z^vide health care to patients in five remote 

3° aIs of the Gulf of Carpentaria. 

towns s ° enlor j a | University of Newfoundland (MUN has 

'T he . 6 in international teleconferencing and in 1985 
been active j n the International Satellite 

it became eJsat j pro j e ct linking the School of 
Organ' za University of Nairobi with Kampala, which 

Medicine a ^ to six Caribbean countries, 
later ' v3 ^asa s pace Bridge to Armenia/Ufa in 1989 
The d the first international telemedicine program for 
consultation between the site of a massive 
Hicdica the s ov i et Republic of Armenia and several 

earthquaKe , , > p 

jjcai centers in the U.^. 

I India, the Indian Space Research Organisation 
KRO) launched a telemedicine project on 3rd July, 2002 
the G.B. Pant Hospital in the Andaman & Nicobar 
*1 ? the super specialty Sri Ramachandra Medical 
IS lie e & Research Institute in Tamil Nadu. The Apollo- 
project links the Apollo Hospital in Chennai with 
KRO’s SHAR Hospital in Sriharikota and Aragonda 
a Jlo Hospital in Andhra Pradesh. Similar projects have 
been undertaken in the Lakshwadeep islands, Assam, 
Orissa and Tripura 4 . 

Advantages of Telemedicine 

+ Telemedicine can make prompt specialised care more 
accessible to underserved remote populations, 
especially in developing countries. 

+ physicians doing clinical research can be linked together 
despite geographical separation. 

+ Videoconferencing also allows continuing education 
training or professional meetings for isolated or rural 
health professionals. 

4 Video consultations from a remote clinic to a specialist 
can help patients save time and avoid prohibitive travel 
and associated costs. 

+ hi the context of distant and rural areas, delivery of 
telemedicine-based medical care is also highly cost 
effective. 

Barriers to Telemedicine 

♦ Most remote areas do not have the high bandwidth 
telecommunications links required for telemedicine, so 
ironically those who could most benefit from 
telemedicine do not have access to it. 

♦ Regular telephone lines do not supply adequate data- 
communication speeds for real-time telemedicine 


applications. 

Future trends 

Innovations in telecommunications technology coupled 
with the ever expanding applications of telemedicine now 
allow medical professionals to provide timely and quality 
services to patients with limited access to health care 
through utilization of technology. 

In the West, competition among technology 
manufacturers and telecommunications companies have 
significantly lowered the costs of equipment and 
bandwidth. With ever-increasing penetration and 
continuous high-end telecommunications technology 
advancement, Telemedicine is poised to become a major 
industry in the health care field 

In Third-world nations low-cost store-and-forward 
technology can provide medical care to remote areas. It is 
up to the respective governments to provide the required 
infrastructure especially in the form of high bandwidth 
telecommunications access. 

In Kashmir, where even accessing the Internet over slow 
dial-up telephone connections is an ordeal. Telemedicine 
would seem to be a remote possibility (pun unintended). 
However, a pioneering basic Teleradiology project using 
the Internet to discuss Spiral CT and MRI images from the 
Diagnostic Imaging Centre of SMHS Hospital with 
radiologists from western countries is currently underway 5 
Very recently the Indian Space Research Organisation 
(ISRO) has undertaken a project to remotely link the Leh 
District Hospital in Ladakh with the All India Institute of 
Medical Sciences (AHMS) via satellite 4 . 

Telemedicine in Kashmir thus already exists at both the 
low-tech and cutting-edge levels. With dedicated official 
support, tackling the the problem of shortage of specialists 
in remote areas by proper utilization of this technology 
may hold a great deal of promise. 
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A young adult presented as Obstructive Jaundice clinical diagnosis of CA head of Pancreas was 
made MRCP reveals dilated IHBR and CBD. A calculus is seen at lower end of CBD. The Pancreatic 
duct is normal. 
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Introduction gm has been stu di e d in detail since 

ThC The system is concerned primarily with balance 
centuries^ system in collaboration with the cochlear 

0 f the bo y^ system> vestibulocochlear system. This 
s y S tem o ^ developoed in mammals & among 
system » s ^ higher developed in the humans. The 
n , a mma s^ vest ibular system to the body is not only 
jmportan^ ^ ^ ct tbat it is concerned with the balance 

^^body but has effects generalized due to the 
0fthC tions of vestibular system with other well developed 
C0,UieC f the Central Nervous System, this relation with the 
P arts .° rts 0 f CNS makes its significance felt in noting 
° tl Cr fm reflexes, diagnosis & management of coma, in 
■Ration of clinical signs etc. 


e.: 


TeX J‘ he ^le of five applies to the vestibular system i. 

+ Five receptors 
^ Five nuclei 
+ Five tracts 
4 Five effects 

The vestibular nerve brings impulses which are useful 

+ Coordinating Reflexes of Eyes 
+ Coordinating Reflexes of Neck 
+ Coordinating Reflexes' of Body 

Receptors: 

The five receptors are: 

1 Crista ampulla of superior Semicircular canal 

2 Crista ampulla of lateral Semicircular canal 

3 Crista ampulla of posterior Semicircular canal 

4. Macula of utricle 

5. Macula of saccule. 

These receptors (hair cells) in these structures reach 
vestibular ganglion in the internal ear. 

The axons of vestibular ganglion form vestibular nerve 
which passes through internal auditory canal to reach 
pontomedullary junction. 

The vestibular nerve ends at five places: 

I. Medial Vestibular nucleus. 

7 Lateral Vestihular nucleus- 


3. Superior Vestibular necleus 

4. Inferior Vestibular nucleus 

5. Direct fibres to cerebellum. 

From these vestibular nuclei, five tracts arise going to 
different parts of CNS. 

1. Vestibulo ocular tract. 

2. Lateral vestibulospinal tract 

3. Medial vestibulospinal tract 

4. Indirect vestibulocerebellar tract. 

5. Vestibuloreticular tract. 

Vestibulo ocular tract. 

this tract goes to end in the nuclei of 3,4 & 6th Cranial 
nerves. These three cranial nerves move the eye. 

The reflex set up in the vestibulooccular reflex helps to 
make the eye able to remain firxed on stationary objects 
while the head end of the body is moving. When the head 
is turned slightly to the right eyes are turned to the left the 
exact distance so that the field of vision remains the same 

Stimulation of the vestibular nuclei on the right side 
causes conjugate deviation of the eyes to the left The 
assessment of vestibuloocular reflex is used in the 
assessment of patients in Coma. With the help of Dolls 
head manouvre or the ice water caloric test. 

In coma resulting from any cause, the eyes move easily 
from side to side in a direction opposite to the direction of 
head turning, the ease with which the eyes move towards 
the opposite side is a reflection of the disinhibition of the 
brainstem reflexes by the damaged cerebral hemispheres 
in the assessment of depth of coma. 

Secondly the conjugate ocular movements demonstrate 
the integrity of the brain stem pathways. 

thus full & conjugate movements of the eyes that are 
induced by the occulocephalic manouvre demonstrate the 
intactness of a large part of brain stem & exclude a primary 
lesion in the brain stem as a cause of coma, suggesting a 
lesion elsewhere. 

Caloric stimulation of Vestibular apparatus also acts as 
an adjunct to the above reflex. Irrigation of the external 
auditory canal with cool water stimulates the endolymph 
of the labrynths of inner ear. 

An intact brainstem pathway is indicated by tonic 
deviation of both eyes towards the side of cooling water 
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irrigation. Bilateral conjugate movement therefore have 
same significance as occulocephalic reflex. 

Vestibulospinal tracts: Lateral & Medial) 

The impulses descending in these tracts strengthen the 
extensor muscles of the limbs providing enough power to 
support the body against gravity & maintain an upright 
posture. Interruption of the brainstem leads to a condition 
in which the legs are held in stiff - position of extension 
referred to as decerebrate rigidity. 

Cutting the brain stem or damage to the brain stem at 
midbrain stops inhibitory tracts which descend from above 
this level & allows vestibular reflexes to send continuous 
impulses to ant. Horn cells of sp-inal cord through 
vestibulospinal tracts which normally act to strengthen the 
Extensors. This happens in azotemia, anoxia, drug 
ingestions, damage to corticospinal tracts or damage to 
caudal diencephalon. 

Vestibulocerebellar tract: 

this tract from the vestibular nucleus ends in the part of 


cerebellum called the flocculonodular lobe of Cerebn'" 
Damage to this tract or to the Flocculonodular LobcH ^ 
to imbalance & a staggering type of gait with a broad b ^ 
These persons cant walk normally & tend to fall f reQ 3se 
& require a support to walk. It is primarily concerned' 0 ' ly 
the balance of the body. v ‘ 1 "' 

Vestibulo Recticular tract: 

This tract ends in the Reticular formation area & 
specifically in the area prostema, a v shaped area 
lateral wall of the fourth ventricle. The function of tj? 8 
tract evident in people suffering from motion sickness ** 
sea sickness. 0r 

Stimulation of the vestibular apparatus because 
excessive motion causes motion sickness. This comn ’ °* 
of nausea, vomiting & vertigo induced by irregular ** 
rythmic movements. r 


Thus we have seen the importance thast the Vestib I 
System has in the body. A single system having deep rooted 
connections & manifesting in the body ailments by vario 
clinical signs. A way of seeing the mastery of the Almighty* 
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universal goal of the healthcare system is to ensure adequate access to quality care at a reasonable price. The 

coin] 


be dealt with in isolation. Each 
health services is to secure through 


11 ts of this goal include access, quality and price. Each of these factors cannot 
t ui.ip° ne b e maximized with the goal of improving health. The purpose of health services is to secure through 

c omp° ne ^ s ava ilable the greatest possihle improvement in the physical and mental health of the people. This warrants 

the r ® s0U ^ ces t0 bring healthcare closer to where people live, become more responsive to the needs and wishes of 
health se ^ most fr om the resources committed to it. 

patients^! ^ take stock of what humankind has achieved during the past two millennia. We also need to assess the 
W esignifi cance of the achievements of the past fifty years compared with the previous 2000 and our expectations for 
relative ^ ^ practice of medicine is becoming increasingly complex. It combines both science and art. Science- 

the nex j s the foundation for the solutidn to many clinical problems. The combination of medical knowledge, 

bas *! n and judgment defines the art of medicine. 

' nlu ' healthcare system in the world is stable. All systems would undergo considerable change in next twenty years. 
Change is being driven by the growth of the middle class, greater demands from that middle class, and the globalization 

r gcononii^s. . 

Health services comprise of medical care and public health services and are a function of the political system of a 
unity. Political forces/ideologies play a major role in determining the health policies of the country through decisions 
^resource allocation, human resource policy, choice of technology and the degree to which health services are to be 
made available and accessible to the population. Health policies can also be used as a political lever to promote certain 

vested market invests. .... 

The hospital is the predominant institutional provider. The hospital consumes the largest single share of personal 
healthcare resources and in some respects is the most visible and central organization in modem healthcare. Recently, the 
a owth of the ambulatory care, especially within the context of technological advances and cost pressures, is causing the 
I spital to lose its historical pre-eminence. It has to evolve from the centre of excellence to community support. 

Humanity has undoubtedly achieved a great deal over the last 2000 years. Hospitals have benefited from the new 
technology, but have increasingly found them selves unable to keep up with the pace of the technology change. Today, 
hospitals are competing to acquire cutting-edge technology that, because of the relentless pursuit of technological perfection, 
will be obsolete within a few years. Perfection becomes a utopian dream that is simultaneously too expensive to achieve 
and expensive not to pursue. The only means of achieving this dream is to ensure we have the latest technology at all 
times. Healthcare needs and medicine’s capacity to respond are not static. It is necessary to determine the true current 
state of hospitals in order to increase their capability to respond to the population’s needs. A key element is to develop 
and test a methodology for describing and comparing the state of hospital systems. It will begin to identify common issues 
and opportunities, with important policy implications. 

Ambulatory care includes a wide range of services for the “walking’ or non-institutionalized patient Ambulatory care 
services play a key role as the initial and continuing point of contact with the system for more people. It also sen es as a 
centre of the referral network for specialized hospital care. . An increasing number of people have sought primary care 
from hospitals, sometimes because of lack of access to other care, taxing the ability of many facilities to respond The 
result has been overcrowded facilities; the wrong mix of services, equipment, and personnel to respond to patient needs, 
and extremely dissatisfied consumers and providers. A hospital-based ambulatory care can provide comprehensive and 
accessible care and remove primary care patients from emergency rooms. Many hospitals have now successfully expanded 
outpatient services. 

Long-term or chronic care, along with mental health services, represents one of the greatest challenges for the future 
in healthcare. Mental health services involve a number of unique issues. Our society has yet to accept responsibility for 
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solving the problems involving the mental health of our nation’s citizens. 

The emphasis on both practice guidelines and evidence-based practice has yielded a further orientation towards o utCo 
measures as indicators of community health. Accurate, comprehensive, and timely community health data are es** 
requisite of goal setting and programme performance monitoring. Health information is vital. The information revoluti 
should allow better programme management and assessment. Information technology and consumerism will transfi 
healthcare worldwide. 

A system approach to healthcare is used to emphasize the interdependencies among the parts of the system an H 
between the system’s ‘hard assets’ and the oiganizational and financial arrangements that allow the system to functioa A 
solid understanding of the system is essential for policymaker, provider and consumer. The dynamic and interact 
nature of the system should not be forgotten during planning and policymaking. Efforts to improve services should h! 
based on modifying each element in the system. Today’s health policy decision-makers must focus on health behaviour 
and health behavioural change to address contemporary health issues. The changing nature of the external environme^ 
patterns of illness, and of the system’s necessary responses should be outlined. ^ 

Health is important among the objectives and values of most individual human beings and that they expect thej 
government and administrations to pursue policies that will afford them the opportunity to attain lives of optimum durati 
and quality. The health of its citizens is one of the most important resources needed by a nation for the pursuit of most 
other legitimate national objectives. National human behaviour requires some commensuration of the benefits and costs 
of all the options we seek to choose. India has experienced a faster growth in demand for health and medical care than in 
the resources it can easily make available for meeting that demand. Demographic and epidemiological changes, technological 
advances, the emergence of new threats to public health and the rising aspirations for a better life that are part of the 
evolving political development of our species, all sharpen the need to make choices and decisions about how the 
responsibilities and rewards of human activity are to be distributed. The public health is important enough to warrant 
planning for it. 

Improvement in health and reduction in death rates have occurred at most stages in life from birth through to old age 
We live, on average, nearly as long as our counterparts in most other middle economies and developing nations. There is 
need to identify those public health priorities where there is sufficient evidence to conclude that action would have a 
significant benefit on health. Strategies for action must follow. Priorities must include those where both the evidence and 
the support for action is strong, those where the case for action is strong, but more evidence of the feasibility of 
implementation is still needed, and those where the case for action is strong, but where detailed recommendations are yet 
to be evolved. 

The health of the people of India is now almost better than it has been prior to independence. Despite the progress 
made during the last five decades, grey areas still exist - inequality in health, social class and disease, quality of care, ever- 
mcreasing costs, etc. However, complacency cannot be justified. The aim of Healthcare delivery system and health 
policy should be to embrace the health of the public and protect and promote the health of all citizens in the interests both 
of those individuals and of the community, they comprise. It involves the promotion of health, the prevention of disease, 
the treatment of illness, the care of those who are disabled and the continuous development of the technical and social 
means for the pursuit of these objectives. 


The main objective of National Health Policy 2002 is to achieve an acceptable standard of good health amongst die 
general population of India. The approach would be to increase access to the decentralized public health system by 
establishing new infrastructure in deficient areas, and by upgrading the infrastructure in the existing institutions. Emphasis 
would be given to ensuring a more equitable access to health services across the social and geographical expanse of the 
country. Attention will be paid to increasing the a gg regate public health investment through a substantially increased 
contribution by the central government. 

The health needs of the country are enormous and the financial resources and managerial capacity available to meet 
them fall somewhat short. National Health Policy had to make some hard choices between various priorities and operation 
options The policy, while being holistic, undertakes the necessary risk of recommending differing emphasis on different 
policy components. The need to ensure that “equity” in the health sector stands as an independent goal has got desired 
attention. 

An expectation of significant improvement in the quality of services, and the consequential improved health status of 
the communities depends not only on increased financial and material outputs but also on a more empathetic and committed 
attitude in the service providers 

The health services would be expected to be responsive to the needs of all; cost-effective and affordable, and of high 
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uality> humane, caring, and culturally acceptable; innovative in provision of services and exploitation of technology; 
^ nsitive to the wide spectrum of determinants of health (from nuclear biology to socio-economics) and the environment; 
hased on sound ethical principles that define individual responsibility as much as the state’s obligation, and able to 
rneasute the outcome of the investments. 

The WHO has identified four priority areas for future action: ensuring value for money, poverty reduction, public 
health policy and strengthening national capabilities for emergency relief and humanitarian assistance. 

There is universal trend towards greater decentralization, pro-market economic policies, rapid expansion of the private 
health sector, introduction of user charges, and purchaser-provider splits. Developing countries like India are still struggling 
to expand their health infrastructure and provide basic health facilities to the entire population. If India is to progress 
towards equity, equality, comprehensiveness, universal accessibility and coverage, radical institutional reforms in the 
health sector are needed. The potential advantage from restructuring health care is that it can be extended to those who 
need it most. 

The current era has been a time of clear change for health care delivery systems. Recent experiences of developed 
countries suggest that investment in decentralized population-based systems and health services research aimed at the 
developing evidence-based healthcare, rather than the emphasis on central, disease-based systems could yield substantial 
health gains for the populations. Despite some progress made in reduction of birth rate, and mortality rate, and increased 
life expectancy, India continues to have a poor performing health system as compared to Sri Lanka, China or Singapore. 
Primary care is not yet available to every citizen because of poor planning and implementation. Even after 55 years of 
independence India does not have a National Health Service and is nowhere close to achieving Health For All for its 
people. About 40% of population lives below poverty line and an equal number of people do not have access to even basic 
health care. We should learn from the tigers taking every opportunity to improve healthcare. 

Emphasis should be directed on developing an enabling policy and institutional environment in the health sector and 
promoting an effective health dimension to social, economic, environmental and development policy The objective should 
be to reduce child mortality; improve maternal health, combat HIV/AIDS, malaria, tuberculosis and other diseases, and 
provide access to affordable, essential drugs. More attention should be paid towards sustaining development and reducing 
poverty. A healthy population is a prerequisite for growth as much as a result of it. Investing in the health of poor people 
and promoting pro-poor health policies and practices should be a top priority. Precious investments in people’s development 
lead to health equity and well-being. 

Education and Health is the foundation for building a strong republic. The development of health is a holistic process 
related to the overall growth and development of social, cultural, economic, educational, political and environmental 
factors. Health also depends on many supportive services, such as water supply, sanitation, nutrition, public health and 
medical services, and human resources. Health policies are influenced by the policies concerned with these areas For 
instance, development policies to eliminate poverty and inequality are directly linked to the health policy, population 
policy, education policy and other social development policies. 

It needs strong political will and imagination. Although organizing quality care for all citizens is a responsibility of the 
government, the public has important responsibilities. Health is everybody’s nght and everybody’s responsibility 
Today’s challenging healthcare environment demands that hospitals and health systems continuously monitor improve 
and refine how they deliver patient care efl5ciently. There are problems with the health care system Many of these 
problems will require action by policymakers. National health policy has been developed for many years on a fragmented 
incremental basis. Our nation must choose wisely to ensure both high quality care and access for all of ou/dtizens’ 
Prevention and health is everybody’s right and responsibility. 

Further Readings: 

1. Amin Tabish. Textbook of Hospital & Health Services Administration. Oxford University Press. New Delhi 2002 

2. Amin Tabish. Looking after Health into the 21* Century. JK Practitioner. 1998; 5(2): 156-158. 

3. Amin Tabish. Maternal & Child Health in developing countries: responding to the challenge. J Applied Med. 1998 24(8) 579-584 

4. Amin Tabish. Health Services Organization & Public Health Delivery in India - Part I. J Applied Med 1999; 25 (4): 243-248 

5. Amin Tabish. Health Services Organization & Public Health Delivery in India - Part D. J Applied Med. Sci. 1999 25(5): 323-326 

6 Amin Tabish. Towards Development of Professional Management. J Management in Medicine, England. 1998; 2(2): 178-187 

7. Amin Tabish. Holistic Approach to HFA By 2000. World Health Forum. Geneva. 1993; 14(2): 173-174. ' 

8 . Amin Tabish. Evidence-Based Medicine: linking research to practice. J Med Sci. 1999; 2(1): 2-3. 

9. Amin Tabish. The Electronic Highway in Medicine. JK Practitioner. Editorial. 1999 6(4). 251 

10. Amin Tabish. Tackling Emerging Infectious Diseases. J Med Sci. 1999; 2(2): 12-16 

11. Maxcy-Rosenau-Ust. Public Health & Preventive Medicine - 14*. ed. . Prentice-Hall International Inc USA. 1998 
' 12 Richard Smith. Editorial. The Future of healthcare systems. BMJ. 314 24 May 1997 
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CONFERENCE REPORT 


1 . 4"'. NATIONAL CONFERENCE OF THE SOCIETY OF GI ENDOSCOPY 

OF INDIA (SGEI) , .. . 

A two day conference "ENDOCON 2003" organised by SGEI was held at 

scope convention complex. New Delhi.One day was reserved for live 

demonstration of endoscopic practices on GI (pancreatic and biliary) maligancies. 

Eminent experts like Paul Swain (UK).T Ponchum (France). S Bhargava (USA) 

attended the conference. Doctors from Bombay, Hyderabad Apollo and Ganga 

Ram Hospitals namely Dr.DN Reddy, Dr. Ravinder Saud. Dr.Ajav Kumar, Dr.Amit 

Mavdeo save live demonstration on GI Therapeutic procedures. 



Inagural Function-on ilias:- (L-R) Dr.RandirSand, Dr.R Koclier, Dr.D Basin, 

Dr. Bhargava, Dr. DN Reddy, Dr. Paul Swain, Dr. T Ponchum A Dr.Ajay Kumar. 

Besides lectures, panel discussions were chaired and moderated by Prof. 
Koclier. Prof Basin, Prof. RK Tondon. Prof Bhargava. Prof. Shamia, Prof.MS 
Khuroo. Prof. Zargar. Dr. Vipul Rather and others. 

Dr. Ajay Kumar & Dr.Ravinder Saud (Course Directors) put all efforts to 
make this conference a successful event.All arrangements were excellent.The 
delagates enjoyed the academic event especially the lecture by Dr.Paul Swain, 
the inventor of capsule endoscopy . A full day (Day 2 nd) was devoted to GI 
bleeding. Prof. Khuroo. Prof. GM Malik. Prof. Zargar. Dr.BA Khan & Dr.Gulzar 
were invited delagates from J&K State. 

Prof.GM Malik MD. FACG 
Delegate. 

2. NC-ASICON-2003 

The 23 ,J . Annual conference of the nothern Chapter of Association of 
Surgeons of India was organised by Mohan Oswal Cancer Treatment and research 
Foundation of Ludhiana from 13 ,h -l6 ,h March 2003. A team of surgeons from 
the Kashmir Valley participated in the conference. 

Prof.Muneer Khan had the honour of chairing a session. It was for the first 
time that a good number of scientific papers were presented at ASICON by the 
valley surgeons. The presentations were highly appercciated by the gathering. 
Two teams of PG students comprising of Dr.Shiekh Tariq Ahmad\Dr.Arshad 
Hussain and Dr.Ajaz ahmad rather/Dr.Rafiq Simnani made it to the final round 
of the quiz contest Dr.Nissar Ahmad Wani was unanimously elected as an 
executive member of NC-ASICON. 

Due to the efforts of Prof. Muneer Khan.Dr. Nazir Ahmad Salroo.Dr.Nissar 
Ahmad Wani and Dr.Iqbal Salecm Mir the general body meeting accepted the 
offer of Govt.Medical college Srinagar to host NC-ASICON-2004 Srinagar in 
the month of April with Prof.Muneer Khan as organising secretary. 


JK-PRACTITION ER 

CONFERENCE CALEND A n 

l.lndian Society of 
Ca.stroenterolonv.Midterm 
Conference 2003. 

Bangalore ,10-11 May 2003,Hotel Tai 
West end. 

For details:- 

Dr.Naresh Bhat.Organising Secretary 
Department of GIT.St.John's medical 
college Bangalore-560034.e mail 
1 5gban2003&hotmail.com 

2 .Annual conference nf ^ f . 
Association of Colorectal snrp o» n ^ 
of India . 7"‘ Advanced instructional 
course 2-4 September 2003.National 
conference 5-7 September 2003 at 
Ranchi (Jharkhand) 

For Details:- 

Dr.Satish Midha Organising secretary 
Tel. 0651-2282929 Mobile 098351. 
50204 

E mail midhasatish @hotmail.com 


on 


3.National conference 
Pulmonary disease (NAPCOhL 

2003) 12-16 November 2003. 

Venue:- Hotel the Residency and Hotel 
Rathna Regent.Ciombatore. 

For details:- 

Dr.T Mohan Kumar.Organising 
Secretary'. 

Website:- \vww.napcon2003.com 

CONDOLENCES 

The Editor and the editorial board 
of JK-Practitioner condoles the death 
of:- 

1. Dr.Yamcn Ashraf (Consultant 
Radiology) GMC. Srinagar who died 
of brain tumour at a young age in 
february 2003. 

2 . We also pay condolences to the 
family of Prof.GR Bacha (MD) 
founder of MET (J&K State) Sopore 
and an eminent scholar and social 
leader who died on 16—3-03 of a 
massive heart atttack after delivering 
a speech at Sopore. 

May God give peace to their souls. 
Prof GM Malik MD 
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Free lest sessions on 

Last Sunday ot euery month at 

Delhi Bangiore Jaipur Srinagar. 


Good News For Doctors Preparing For Post¬ 
graduate entrance examination (U, M.S., etcJ 


The institute of advance medical studies (IAMS) New Delhi has 
authorised us to open a booking centre for postal coaching for 
post graduate entrance examination in medicine. At present 
three different programmes run by them are: 

1. Full course cum test series 8 Modules. 10 Test 

sessions Rs. 14,500.00 

2 Question Bank cum Test Series 6 Modules 10 Test 

Sessions Rs 9,500.00 

3. Postal Test Series 12 Test 

Sessions Rs. 3,500.00 


Scanning and evaluation of the test sessions will done at Delhi 
and detailed results send to the students in a weeks time. 



For Details contact our office at 
1. Jehlum Market llnd Floor, Batmaloo, 
Srinagar (Near JK Practitioner Office) 1 

■■if 



2 Peer Bagh Co-operative shopping complex, 

New Airport Road, Hyderpora 
(Near Dr. G.M. Malik's Clinic) 8am. to 11 am. 

or write to us at: IAMS Booking Centre Ro. Box 884, GPO, Srinagar 190001 



SUBSCRIPTION FORM 


Name _ 

Postal address - _ 

City_ state 

Telephone_c mail 

I am interested in subscribing registration to the followingh journals/ courses 

1. Jit-Practitioner 

(A quarterly journal of Medical Research in India) Rate India - (Please the appropriate Box 
| | Rs. 4501- for One Year (4 Issues) 

[Z] Rs. 1200 - for Three Years (12 Issues) 

I I Rs 45001-Life Membership (10 Years) 

2. JK-Hcalth Newspaper (Monthl) .News Paper) 

| | Rs. 150 - for One year (12 Issues) 



For. Srinagar contact 

> G.§VIJ¥lalik. 

2nd Floor Jehlum Market 
Batamaloo, Srinagar 


3. Courses MD MS/ Entrance: 

| | 1. Full course cum test series 

8 Modules, 10 Test sessions Rs. 14.500.00 

□ 2 Question Bank cum Test Series 

6 Modules 10 lest Sessions Rs. 0.500.00 

_ 3. Postal Test Series 

U 12 Test Sessions Rs. 3.500.00 

Note: -Please send the requirement though the bank draft in fovoor of the chief Editor JK-Practitioner and 
mail itto PO Box 884 GPO Snr^gar 19000* Kashmir India Add report as postage outside J&K state / year 
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Editorial appearing in the first issue 
March 2003 


Editor-in-chief 

CteGSBE 

MD.FACG 

M 


O ur medical community is familiar with , JK- Practitioner the first medical journal published from the state. 

completing 10 years in October. The journal stands indexed in both national and international databases It be 

little difficult to keep our practicing doctors, particularly the general practitioners (who form the bulk of any He 

system) abreast with issues concerning them- through JK : Practitioner which essentially is a research publication A 

these doctors who form the foundation of the Health Delivery system was felt and resulted in JK- Health News bei 

Besides the medical issues of interest to the General practitioner we intend in this newspaper to provide the latest nev 

a practicing doctor can find immensely useful in tackling everyday problems and at the same time give him a glimp 

progress, discoveries and issues debated in health setup, for his benefit. The newspaper will also be highlightin 

providing education, awareness and help for the common man to help him understand the complexities of diseases ar 
maintenance. HI 

I am confident that with an admirable and an able editorial team , our this attempt will be as successful as the one earlic 
resulted in the birth of JK- Practitioner, 10 years ago. 


Prof.GMMalik MD.FACG 
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224 CA-125 Tumour marker*; for 

iivaiiiinn'^'J 113111 * CIfi 

I{, ./j/ / ia >.»/. Snffni -Vm tii i 

cnauelae of septic arthritis of the hip in infancy. ' I * Mnrynm Pu-Jw 

H SCGoel&Vivekl ogenf 226 Minimal access suiyoiy.- 

Rafia A Sheihh, Shagufta Yasmeen & Thomas PrindMHe The r ort gfle complication? 

Vijay Gupta & Pawan Sun Iqbal Saleorn Mir 

ironavirus Azra Shah.Rubina Lone & Tehmeena Want 229 Pe rina«al sax determination 

Female foeticide and 
infanticide Tabassum Parvez 

, ^ ^ J J m ^ ^—~ 1 | ■■ ifl - .JB5U. 

Profile in acute excerbation of chronic obstructive 

)se Shahnaz A, SM Saleem.Mushtaq A Lone SP eciAL SERIES ARTICLES 
Shah Sonaullah, Tariq Bhat & Gh. Nabi Lone 2 31 Metastatic malignancy of 
refux an important cause of post cholecystectomy bone (Part II). ARKhan 

leemA Bhat,Nazir A Wani.Khurshid A Wani„Syed M 2 36 FNAC-Giant Cell Tumours oi 

Ahmad, Shoukat H Khan bone-A study of 13 cases 

nephrectomy for benign renal disease. (Part ///j. ARKhan & BA Mir 


Parvaiz A Zargar 


^proliferate agent eluting cornary stents 




CURRENT HEALTH TOPICS 
239 SARS:First global epidemic 
of 21* 1 century. 

Syed Amin Tabish 

TECHNOLOGY TODAY 
245 Virtual radiology and its 
implications in SMHS 
Hospital. Bakshi Jeangir 

& Asifa Nazir 


PRACTITIONER'S COLUMN 
247 Micronutrients GM Malik 


;'55«—«• • m ™ m %gsS£SsKB.ii 

Z13 ^K^^Ha^san, ST TaKDCKundal,GazanfarAli, TMasood & M Yaseen 

?1 = a rase of infantile hyper-sexuality.Freud or learning. 

215 A case oi in yn M Maqboo , M A lam Jshrat Al, Bhat,Zatfar Aii 

Laurence-Moon (Bardet) Biedl syndrome. ........ 

Tariq Qureshi.Ayub.AR Nasti & M Ashai 
219 Localizing parathyroid adenoma with technetium-99m sestamibi 
redionuclide scan. Tanveer A Rather, Shoukat H Khan,Bashir A 
0 Laway, Syed Mushtaq Ahmad, AssarA Rather ARakshanda Aslam 

222 Pancytopenia in a brucellosis case investigated for pyrexia of unknown 
orqin. SManzoorKadri M Tanvir.ND Chowdhary, Ghulam Hassan & B Gaash 


CLINICAL^MAGE 
249 Achalasia cardia 
GulJaved, MA Khan,N Ahmad & 

MShaH 


STUDENT'S PAGE 
250 Current Status of ultrasound 
in breast imaging-A pictorial 
Essay. 

Shiblee Hafeez & Masafat Syed 


252 MEET THE PROFESSOR 
Dr. Bashir Ahmad 


The Journal is Indexed and Abstracted in EMBASE /EXCERPTA MEDIC A, IndMed Pubmed 

(Medline), INSDOC, URLICH'S Periodicals Directory (USA) 



DR. SAJJAD PEER2ADAS 

CYBERSCAN IMAGING CENTRE 



Available Facilities : 

• ULTRASOUND 

• ADVANCED CLINICAL DEXA SCANNING 

Coming Soon : 

• COMPLETE URODYNAMICS STUDY 

• SLEEP LAB 

• BRONCHOSCOPY 


2 Zoon Gawash Bhavan, 
Balgarden Chowk, Srinagar 
Phone : 2459007 
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proliferative agent 

Ml'* - - 

the introduction of angioplasty restenosis has been 

^factor limiting the long term success of percutaneous 
a major revascu i ar i za ti on l . The growing use of stents has 
coronaO^ ^ results of percutaneous coronary 
imp roV | ar j za tion 2 . However, in-stent restenosis continues 
re vasc^ ^ ^ term success of this approach. 

t0 The refinement of stenting techniques in the past decade 
bstantially improved the overall results of the 
* ,as ? Despite considerable efforts to prevent the 
P r0C< ? ent of restenosis, however, including systemic 
^ eve j°^ a j delivery of biochemical substances and drugs' 
or , thc usc of various devices 4 additional target - vessel 
311 asculari/ation is required in more than 15 % 
T a tients. Although catheter based brachytherapy is 
°LJtive in thc treaUnent of in - stent restenosis', its value 
6 the treatment of primary lesions is less clear. Also thc usc 
in f brachytherapy is limited by its high cost and burdensome 
instrumentation and thc risks inherent in the usc of 

radioisotopes. 

Because of these limitations with thc above modalities 

active research was going On targeting the basic pathogenic 

factors involved in restenosis, i.c. growth factor induced cell 
roliferation of fibroblasts, vascular smooth muscle cells, 
etc: which resulted in discovery of anti - proliferating 
>ents like Sirolimus and Paclitaxcl. Sirolimus also called 
Rapamycin (after Rapa Nui the name given to Easter Island 
by j ls inhabitants; in the south pacific, a remote, enigmatic 
piacc from the culture of whose soil an Actinomycete, 
Streptomyces hygroscopicus was found to produce 
by natural fermentation a novel macrolidc with potent 
antifungal immunosuppressive & antimitotic activities) is 
a macrolide antifungal agent with unique anti-proliferative 
mode of action and powerful immunosuppressant properties 
inhibits several regulators of cell - cycle progression and 
themigrationof smooth musclecells. In 1999, it was approved 
as an anti - rejection drug in organ transplants. Because of 
its powerful anti - proliferative, anti - migratory and anti 
- inflammatory properties, it has been found useful in 
preventing acute rejection of renal allografts as well as in - 
stent restenosis. 

In a seemingly unrelated development, while Sirolimus 
was being investigated as an anti - rejection drug, coronary 
artery stenting was beginning to be used as a means of 
preventing restenosis after coronary angioplasty. But 
still, coronarystentinghas limitations. Althoughthe procedure 
was developed to prevent restenosis after angioplasty, 
it has been an imperfect solution, as 15 - 20 % of stented 
arteries again become stenotic. Restenosis results from 
neointimal proliferation in which smooth muscle cells are 
stimulated to proliferate by inflammatory mediators released 
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ELUTING CORONARY STENTS 


in response to vessel injury. Ingrowth of tissue through 

thc struts of the stent eventually narrows the lumen o. 

thc stent. Despite numerous attempts to block neointima 
proliferation as listed above, no interventions have been 
found to be consistently successful until now. 

On thc supposition that immunosuppressive an 

anti—mitotic properties of Sirolimus might inhibit neointima 

proliferation, a stent coated with Sirolimus was devised. 
This was done by coating thc stent with a mixture 
of synthetic polymers blended with Sirolimus, then applying 

a second coat of drug — free polymers to serve as a diffusion 

barrier. Thc polymer acts as a dmg reservoir and allows for 
the gradual elution of Sirolimus over a period of about 
30 days delivering thc drug precisely to thc site of interest. 

Only a small quantity of thc drug is required and systemic 

side effects arc avoided. 

Recently a randomi/.cd, double blind trial of comparison 
of a Sirolimus -eluting - Stent with a standard stent for 
coronary revascularization ( RAVEL study ) has been 
completed with exciting results. In this study at six months 
fol low' - up. thc degree of neoi nti m al proliferation, manifested 
as thc mean late luminal loss, was significantly lower in thc 
sirolimus stent group than in standard stent group. 0 % of 
thc patients in the sirolimus stanl group as compared with 
26.6 % of those in the standard stent group had stenosis ot 
50 % or more of thc luminal diameter'. 

Paclitaxel is an anti - neoplastic agent used in various 
malignancies. Similar studies coated with this agent arc 
in progress and preliminary results arc encouraging. Thc 
results of thc RAVEL ( Randomized Study with Sirolimus 
coated BX Velocity Balloon - Expandable Stent in thc 
treatment of patients with dc Novo Native Coronary 
Artery' lesion Study ) have already drawn the interest 
of interventional Cardiologists, but a great deal of work 
remains to be done. To be widely applicable, these stents 
will need to be used in complex coronary lesions (as against 
RAVEL study in which single, primary type A & B 
lesionsinnativccoronary arteriesarcselectedjandalso longer 
follow - up is necessary to ensure that the excellent initial 

are durable andthclatecomplicationssuchasstentthrombosis 

or restenosis at the edges of the stent do not occur. 

If these points arc successfully done with thc initial promise 

of Sirolimus - eluting stents is fulfilled, a new chapter wi 
be opened in the story of this anti - proliferative agent. 

Parvaiz Ahmad MD, DNB (Cardio) 

Cavdiologist 
King Fahad Hospital 
Madinah Al Munawarah 
SaudiaArabia 
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r^iMENT OF SEQUELAE OF SEPTIC ARTHRITIS OF HIP 

[[; INFANCY 


g^iM ^FAMS; Vivck Logan i M.S 


ncTORlCAL ASPECT 
H* 51 sl we ll-documcntcd description of septic arthritis 

I'ldren was given by Thomas Smith, an English surgeon, 
* n ix7 4 1 He reported 21 cases of pyogenic arthritis 
‘ n | ng primarily the hip joint in infants, 13 of which 
inV ^'"d 8 recovered but were crippled. Thus, for many 
died ® disease was known as Tom Smith’s disease. 
>' carS , ctiv e effect of staphylococcal infection on 
lar cartilage was first shown by Dallas Phemistcr in 
The contribution of Keefer 1 , Curtiss 4 , and others in 
demanding the pathophysiology of septic arthritis cannot 
una veremphasized. Pressure changes induced in the joint 
be °' infection were demonstrated later'. Recently, 
fr ° nl oines as a possible mechanism involved in the 
''athogcncsis of septic arthritis have formed an area of 

great interest 0 - 1 . 


children. Thrombosis of these vessels leads to ischemia 
and subsequent infective lysis of the growth plate. is, i 
occurs before ossificalion of femoral head, may resu t in 
complete necrosis and resorption of femoral head and nee 
ending up in a knob of bone at proximal femur . 

Intracapsular pressure: 

Elevated intracapsular pressure due to infection may 
cause occlusion and thrombosis of rctinacular vessels. It 
mav also predispose to subluxation or dislocation which 
further compromises the vascular supply of capital femoral 
epiphysis. 

Concomitant Osteomyelitis of Proximal Femur: 

This results in a far worse prognosis as compared to 
infection localized to the synovium of hip joint" '* 1 


FACTORS influencing the outcome of 

septicarthritisofhip 

Sequelae of septic arthritis can present in diflerent wavs. 
There are various factors that influence its outcome and 

presentation. 

Intrinsic Factors 

Age at onset of Infection: 

Most published reports suggest that neonates and infants 
arc more likely to have poor prognosis than older children* 5 . 
Premature births arc even more likely to fare badly 10 ". 

Immunity: 

The relative immaturity of immune system in premature 
births, neonates and young infants makes this group most 
vulnerable 12 . Abnormalities of immunoglobulins, 
complements, or phagocytes are present in more than half 
patients of septic arthritis 15 . 


Extrinsic Factors 
Infecting Organism: 

Most reports have suggested that the most common 
organism causing septic arthritis is Staphylococcus aureus 
and is usually associated with a worse prognosis than with 
other infective organisms* l0 ' 12,16,20 ' 26 . Direct destructive 
effect of staphylokinase on articular cartilage has also been 
demonstrated 2 ’’ 29 . 

Delay in diagnosis and administering treatment: 

It is the single most important factor determining the 
outcome 101210,72 ' 10?2 . Critical period beyond which delay 
becomes significant has been reported to lie between 4-7 
days in various series 10 " 101924 . 

Adequacy of treatment: 

This includes duration and type of antibiotic coverage, 
post-operative immobilization, drainage and decompression, 
physiotherapy programme, and follow-up. 


Vascular anatomy of femoral head: 

Transphyscal spread of infection to the epiphysis 
through vascular channels occurs in infants up to two 
years 14,15 . Such vessels gradually get obliterated in older 


SEQUELAE 

Even with early recognition and emergency arthrotomy 
for adequate decompression, the prognosis of septic hip is 
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still unpredictable* ' 3 . The sequelae of septic arthritis of the 
hip in infant arc diverse and include premature closure of 
triradiatc cartilage, acetabular dysplasia, limb length 
discrepancy, premature or asymmetrical fusion of proximal 
femoral physis. subluxation, dislocation, necrosis of the 
cartilage, ischemic necrosis of femoral head, 
pseudoarthrosis of the femoral neck, and complete 
destruction of femoral head and neck 20 21 - 4 -' 6 . A useful 
radiographic classification of such sequelae has been given 
by Hunka ct al 35 and later modified by Choi et al 10 as follows 

(Fig. I): 

Type I: 

In these hips, the growth of proximal femoral 
ossification center results in an almost normal hip (Type I 
A) or in mild coxa magna (Type I B) Delay of ossification, 
mottling or fragmentation of proximal femoral ossific 
nucleus is followed by a relatively rapid and complete 
ossification. The proximal femoral physis remains viable, 
with little or no shortening of the femoral neck. Acetabular 
development is adequate, the long term results are good 
and no reconstructive operations are needed. 

Type II: 

The physis and metaphysis are involved, with resulting 
coxa vara or coxa valga (Type II B). These hips usually 
have radiographic evidence of delay in ossification, 
flattening and irregularity of femoral head, and coxa magna. 
The femoral neck is short and wide, and there is relative 
overgrowth of greater trochanter because of premature 
closure of capital physis. When there is early symmetrical 
closure of proximal femoral physis (Type II A), coxa breva 
with overriding of the trochanter develops, and there is a 
resultant limp and considerable limb length discrepancy. 
When premature physcal closure is asymmetrical and 
incomplete, the femoral neck progressively goes into varus 
or valgus alignment with secondary acetabular dysplasia. 

Type III: 

In these hips, the deformity is secondary to injury of 
the femoral neck, resulting cither in angular deformity with 
severe anteversion or retroversion (Type III A) or in 
pseudoarthrosis of the femoral neck with complete 
epiphyseal slipping. (Type III B). These changes result in 
alteration of acetabular development as well as limb length 
discrepancy and relative trochanteric overgrowth. 

Type IV: 

In the most severe cases, compromise of femoral head 
and neck results cither in an unstable hip with a persistent 
remnant of the femoral neck (Type IV A) or in complete 
loss of femoral head and neck with no vestige of an 
articulation of the hip (Type IV B). These hips have the 


---— 

most unpredictable radiographic findings at follow 
severe limb length discrepancy, acetabular d Up , ,Vvil}l 
premature closure of triradiatc cartilage 29 and^*^ aS ‘ a ’ 
proximal migration of femur with or without f 0n 
a false acetabulum. at, ° n of 

MANAGEMENT 

The effective management of sequelae of senti 
of infancy still remains a challenging goal for thcorth ^ ^ 
community. Nevertheless, many surgical and non- s ° PaC<lic 
procedures have been described which can improve atf ^ 
the short term functional status till the patients attain sk 1 
maturity so that appropriate definitive procedure ° ^ 
done in an easier and more eflcctive manner. *** bc 

The components and principles of management are- 

♦ Concentric reduction of hip subluxation / dislocati 

♦ Preservation of epiphyseal cartilage remnants 37 * , 
reorientation to the axis of normal physiological 1 ., 

♦ Correction of deformity. 0a(1 - 

♦ Achieving stability of hip joint. 

♦ Adequate containment of femoral head. 

♦ Correction of limb length discrepancy. 

Conservative treatment 

The main indications for conservative treatment 10 - 2 '-** 
arc: 

♦ y i,d magna without an S ular deformity (Choi 

♦ Radiological features of resolving avascular necrosis 

of femoral head which has not yet undergone major 
deformation (Choi Type I B). J 

^ fl°A) brC ' a witbout an S u * ar deformity (Choi Type 

The various modalities include abduction cast bracing 
etc. for an adequate period of time till reossification is 
considered sufficiently advanced for unprotected weight 
bearing 10 . Usually, such methods are successful if applied 
as early as possible (especially within 2 months of septic 
process) and when head is still well formed 21 . Regular 
follow up is essential 10 - 21 to detect persistent instability, 
relative trochanteric overgrowth, acetabular dysplasia' 
subluxation or dislocation, limb length discrepancy etc.’ 
which must bc treated accordingly (see below). Recently, 
femoral neck lengthening osteotomy after growth 
disturbance of proximal femur has been described 39 . 

Surgical treatment 

The various surgical problems related to sequelae of 
septic hips and available modalities of treatment are outlined 
below: H 

Progressive Coxa vaxa with limb length discrepancy 
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• f iYpc II B) 

( Ch °' • com nion type of instability of hip is coxa vara, 

• f romedial aspect of femoral head and neck is usually 
si® 6 * „ j n s uch a case, valgus osteotomy of proximal 
spared ^ rcs torc normal joint mechanism both for 

f emur oiogjcal strain pattern and effective abductor 
pby sl uojj .37 j t a i so compensates for sonic of the limb 
^^discrepancy depending upon neck length and angle 
l englJ1 ction 40 . Extension osteotomy may also be done 
° f C urrcntlv to correct flexion deformity of hip (if any). 
c ° nCl corT cction. remodeling of the hip joint to a better 
^ tC nce develops to a certain extent, although 
C ° ng deling potential of the hip with septic sequelae is less 
rClU °that in developmental dysplasias 29 . Trochanteric 
tlia phvscodcsis at 6-8 years of age to prevent progressive 
6 s deformity has a lso been suggested 2141 , but if varus 
i . ex ists at presentation without much shortening, 
0 6 advancement of greater trochanter can restore 
1 ® dve abductor mechanism and can prevent trochanteric 
‘„“„gemen. during abduction™ ”. 



eress ivc coxa valga with lateral subluxation and 

acetabular dysplasia (Choi Type II B) 

Progressive lateral subluxation can be detected by 
deterioration of centre -edge angle. Such cases can be 
managed by: Varus osteotomy of proximal femur with or 
without extension osteotomy, or cpiphyscodesis of medial 
rtion of capital femoral phvsis performed concurrently 10 . 
Joint stability determined intraoperatively by Barlow 
maneuver after the procedure is the major determining factor 
as to whether pelvic osteotomy should be done to increase 
containment. Age should not be the major factor in this 
respect'. If needed, appropriate pelvic osteotomy should 
be done concurrently with the above procedures to improve 
the chances of long term success 10 . 

Coxa vara / valga with severe anteversion 
retroversion (Choi Type III A) 

These complications can be managed by appropriate 
corrective osteotomy and if needed, acetabular containment 
procedure concurrently or secondarily 10 . Epiphyseodesis 
of contra lateral distal femur can be done to prevent a 
projected limb length discrepancy 10 . Recently, a vertical 
‘L’ type osteotomy of proximal femur has been described 
which can provide elongation of femoral neck, 
biomechanical improvement of the joint, congruity of 
femoral head and equalization of leg length discrepancy 4 ’. 

Pseudoarthrosis of the neck with pathological slipping 
of capital femoral epiphysis (Choi Type III B) 

Such cases, although infrequently reported 10 ’ 5 , present 
one of the most difficult problems to deal with and arc 
most unpredictable regarding the outcome of treatment. 


_ jk-practitionek 

The reported modalities of treatment include: bone grafting 
alone (reserved for cases with large and viable head 
only”* 44 ), bone grafting with subtrochanteric valgus 
osteotomy 10 , vascularised iliac bone graft 45 and surgica 
conversion” to Choi Type IV B, so that they may be treated 
by trochanteric arthroplasty and other adjuvant procedures. 
Besides this, other associated problems like altered 
acetabular development, limb length discrepancy, relative 
trochanteric overgrowth etc. need also be managed 
accordingly. Despite of all attempts at reconstruction, these 
cases often fare poorly. 

Destruction of femoral head with small medial 
remnant of neck (Choi Type IV A) 

These cases arc best treated like Choi Type IV B 
(complete loss of femoral head and neck with no 
articulation of hip 10 ). Other options include either a Chiari 
or valgus osteotomy or both, along with distal trochanteric 
advancement”. It has suggested that a varus osteotomy 
for stabilization should probably be avoided because of 
further varization effect of the trochanteric apophysis with 
absent femoral epiphysis”. 

Pathological dislocation of hip joint 

If the femoral head is reasonably intact, early open 
reduction and stabilization is required because absence ol 
physiologic load-bearing for bone growth and progressive 
soft tissue contracture will increase the deformity and make 
further treatment more difficult’ 7 . However, late attempts 
at open reduction usually yield poor results and are often 
complicated by redislocation and pain 21 . If the head and / 
or neck is grossly destroyed or absent, such cases should 
be treated like Choi Type IV B (below). 

Complete loss of femoral head and neck with no 
articulation of hip (Choi Type IV B) 

This is the most frequently encountered group amongst 
the sequelae of septic hip in infancy 10 ”-’ 7 . Here, goals ol 
treatment arc multifold- to provide a substitute for the 
femoral head and neck, to provide stability to the 
reconstructed hip joint and finally to correct any deformities 
and limb length discrepancy. Also, provision has to be made 
to compensate for recurrence of deformity and / or hip 
instability along with skeletal growth. 

Of historical importance is a ‘Y’ type of osteotomy of 
proximal femur, inserting the medial limb of Y‘ into the 
acetabulum 46 - 47 . The most common reconstructive 
procedure reported for this subgroup is Greater 
Trochanteric Arthroplasty along with adjunctive and 
secondary procedures to provide acetabular covorage. 
maintain limb alignment and correct limb length discrepancy. 
Arthrodesis’ 4 is another option if the work demands arc 
high or as an alternative to total hip arthroplasty in the 
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SEQUELAE AFTER SEPTIC ARTHRITIS OF HIP IN INFANTS. 
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Type / A: No residual deformity. 

B: Mild coxa magna. 

Type II A: Coxa breva with a deformed head; 

B: Progressive coxa vara or valga due to 
asymmetrical, premature physeal closure. 


event of multiple recurrences of dislocation, painful 
instability and degeneration of hip joint. Recently, use of 
vascular-pedicled iliac crest graft to replace the destroyed 
femoral head and neck has been reported* to give good 
results in terms of graft incorporation, head-neck 
substitution with graft hypertrophy and remodeling, vertical 
hip stability, range of motion and pain relief. Reconstruction 
osteotomy of remnants of neck and / or head of femur and 
a callus distraction procedure in the direction of acetabulum 
with Kalnbcrz external fixation device has been reported to 
allow stabilization of the hip joint, new bone formation in 
the anatomic place ol femoral head, and retention of hip 
joint function' Further options include Excisional 
Arthroplasty and Total Hip Arthroplasty However, the role 
of no treatment still exists in selected conditions. If the 
lesions arc bilateral, it is better to leave them untreated'-’. 
The long term follow-up of untreated dislocations w ith an 
absent femoral hcad :o:i has shown that function is 
reasonably good with relative freedom from pain and a fair 
range of mo\ement though, naturally, with a Trendclcnbcrg 
gait and increased lumbar lordosis. 

Limb Length Discrepancy (LLD) 11 - ’ 40 W M 52 

This is an inseparable part of the spectrum of sequelae 
of septic hip and is often the patient s major concern both 
cosmetically and functionally. Factors that influence LLD 
include, age at onset of disease, extent of destruction of 
hip. involvement of other joints of same/contralateral limb 


Type III A: Slipping at the femoral neck, resultina in 

vara or valga with severe antevet'U* 
retroversion; Slon or 

B: Pseudoarthrosis of the femoral neck 
Type IV A: Destruction of the femoral head and ne 

a small medial remnant of the neck ' 

B: Complete loss of the femoral head and „ ert 
_ and no *rtculation of the hip, (after Choi al) \ 

One major prerequisite prior to correction of any LLD' 
stability of hip. otherwise lengthening process will furthe S 
compromise the stability of hip due to soft tissue tension. 
Moreover, some of the LLD will be reduced by relocation 
of head itself. Various modalities of management of LLD 
include shoe raise (£ 2.5 cm), subtrochanteric valgus 
osteotomy, ipsilateral femoral/tibial lengthening by IlizJov 
method, cpiphyscodesis of contra lateral distal femur etc 

Greater Trochanteric Arthroplasty 

This procedure involves reconstruction of hip joint by 
redirecting the greater trochanter into the acetabulum, thus 
substituting the trochanteric apophysis for the absent 
femoral head 10 . It was initially described for adult hips”* 
but later became a standard procedure for paediatric hms 

too ,0 - | .2\W.3o.>x.44.5VV( V ’ 

Principle 

It is based upon the principle that greater trochanteric 
apophysis undergoes remodeling into a size and shape 
resembling capital femoral epiphysis when it is subjected 
to physiological weight bearing stresses after being placed 
inside the acetabulum 36 -' 8,59 . This remodeling potential may 
be explained by the common origin of femoral head and 
trochanteric apophysis from a single epiphysis' 1 . 
Technique 

Con vent ion al technique: 

Preoperative traction with or without adductor 
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notomy > s usually required to bring superior border of 
^ochanter to the level of weight bearing surface of 
acetabulum. The surgical procedure 5 * involves extensive 
exposure of hip joint and proximal femur by extended 
iliofemoral approach 3558 - 55 or posterolateral approach 36 , 
adequate soft-tissue release to allow manipulation, 
detachment of abductors from trochanter, acetabular 
clearance, and abduction of hip to place greater trochanter 
deeply inside the acetabulum. This is followed by distal 
reattachment of abductors and reattachmcnt of rectus 
femoris and tensor fascia lata. Concurrent or secondary 
acetabular osteotomy to improve coverage of femoral head 
and / or proximal femoral varus osteotomy to correct limb 
alignment should be done 38 . 

Alternative technique 55 

This involves subtrochanteric osteotomy, rotation of 
proximal fragment through 180o around the axis of femur 
to place greater trochanter deeply into the acetabulum and 
fixation with intramedullary nail with limb in weight bearing 
position. 

Ideal age for surgery 

This is a controversial issue. Some authors 35 - 54 46 have 
recommended that it be performed when the child is as 
young as 2 years old to allow development of an improved 
pattern of gait and to permit the surgeon to monitor the 
limb length more reliably. On the other hand. Freeland ct 
a P have reported best results in patients who were operated 
on at or near the time of skcleletal maturity. 

Results and complications 

Short term results are usually good in regards to hip 
articulation, remodeling, decreased limb length discrepancy, 
improved range of motion, pain relief and improvement in 
gait 10 - 21 ”'”' 18 , but the long term complications include 
gradual subluxation of hip * with time ending up in frank 
dislocation by the age of skeletal maturity, reduction of 
varus necessitating a repeat varus osteotomy, degeneration, 
pain, shortening, limp and spontaneous ankylosis. These 
complications can be reduced by adjuvant and secondary 
procedures like proximal femoral varus osteotomy and 
acetabular coverage procedures 10 - 38 . 

This procedure, at best, is a salvage procedure which 
if done and followed meticulously, can delay the need for 
definitive surgery till the age of skeletal maturity. 

Excisional Arthroplasty 60 ^ 4 

This involves excision of head and neck up to the 
intertrochanteric line. Advantages include removal of all 
diseased and dead tissue, relief from pain and good range 
of motion. Disadvantages include instability, shortening 
(average 3.5 cm) and limp. 
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Total Hip Arthroplasty 65 71 ^ 

This procedure appears promising as one of the 
definitive procedures for sequelae of septic hips once 
skeletal maturity is attained. Numerous advancements have 
been made in the knowledge of pathological anatomy of 
deformed and hypoplastic proximal femur and acetabulum 
along with improvement in component designs and 
techniques for dealing with various surgical and mechanical 
problems. Despite of all this, complications do occur 
substantially in the form of implant loosening, implant 
failure, redislocation, fractures, recurrence of infection etc. 
The major factors responsible for complications include 
extensive scarring due to previous infection and surgeries, 
wasting and inadequate healthy soft-tissue cover, 
malalignment and component mismatch in a deformed 
skeletal environment and active work demands of young 
adults. Still, there is a long way to go to improve the 
longevity of implants along with modification in available 
component designs so as to provide the much needed 
modularity in order to suit the complex anatomy of 
previously septic hips and to safely allow for squatting 
habits especially in developing countries. 
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TOXIC MEGACOLON: A REVIEW 


Rafiq A. Sheikh. MB. MD, MRCP (UK). FACP. FACG; Shagufta Yasmecn. MD; MRCOG (London); Thomas Prindiville Mn 

Introduction ~ ----- 


Toxic mcgacolon is a rare but potentially fatal 

complication of pseudomembranous colitis. Toxic dilatation 

complicating pseudomembranous colitis was first 

described in 1968 (I) This complication is usually seen in 

association with idiopathic inflammatory bowel disease or 

infectious colitis and is characterized by segmental or 

diffuse dilatation of the colon of 6 cm or more (2-4). 

Systemic toxicity and non-obstructive colonic dilatation in 
• • 

the setting of acute inflammatory colitis arc quintessential 
features of this disorder (1-4). 

Incidence 

The exact incidence of toxic mcgacolon is not known. 
The life time risk of developing toxic megacolon in 
inflammatory bowel disease was estimated to be 1-5% 
tweniv years ago but is likclx to have decreased with early 
recognition and better management of this complication 
(4. 5). Clinically significant C difficile colitis occurs in 
1".» of patients admitted to the hospital and a small number 
of them dc\elop toxic mcgacolon (6). In a recent outbreak 
of C difficile colitis in Dublin 5 out of 138 patients w ith C. 
difficile colitis dcxclopcd severe fulminant colitis (7) 

Etiology 

The etiology of toxic mcgacolon is diverse ( Table 1). 
Toxic mcgacolon is most commonly associated with 

inflammatory bowel disease but mav also occur as a 

• • 

complication of infectious colitis, ischemic colitis, and 
obstructive colon cancer (4). Toxic mcgacolon from 
infectious colitis is uncommon Cytomegalov irus infection 
is the main cause of toxic mcgacolon in patients with AIDS 
and mav also precipitate toxic mcgacolon in inflammatory 
bowel disease 

Pathogenesis 

The exact mechanism of dilatation of the colon in various 
conditions associated with toxic mcgacolon is not known. 
Caprilli cl al (8) have proposed overproduction of soluble 
inflammatory mediators as a pathogenic mechanism They 
believe these mediators mav elicit inhibitory extrinsic 
visceral reflexes that inhibit smooth muscle tone There is 


some intriguing evidence that Nitric oxide mav be involved 
in the pathogenesis of this disorder. Nitric oxide is a slron 
inhibitor of smooth muscle tone and is generated i 
macrophages and smooth muscle cells of an inflamed colon 
Mourcllc ct al (9). studied inducible nitric oxide in surgical 
colonic specimens from patients with toxic mcgacolon 
patients with severe non-toxic ulcerative colitis and non- 
obstructive colon cancer. The synthetic activity and the 
amount of inducible nitric oxide were increased in the 
muscular layer of patients with toxic mcgacolon as 
compared to patients vv ith colitis and colon cancer. In animal 
studies bowel decontamination by non-absorbablc oral 
antibiotics leads to decrease in inducible nitric oxide 
synthesis suggesting a role for bacterial products (10). 

Amelioration of dilatation with nitric oxide synthase 
inhibitors in animal studies lends support to the nitric oxide 
hypothesis and may suggest a role of these compounds in 
the treatment of toxic megacolon in future (10). Although 
damage to the myenteric plexus has been suggested as 
contributing factor, it docs not play a significant role in 
most patients (II). Hypokalemia and other electrolyte 
disturbances also do not contribute to dilatation in the 
majority of patients. Opiates and antidiarrheals may worsen 
colonic dilatation by inhibiting smooth muscle tone. 

Pathology 

Pathologically toxic mcgacolon is characterized by 
severe inflammation extending deep through all the layers 
of colon with infiltration by neutrophils, lynphocvtes. 
histiocytes and plasma cells. Myocyte degeneration and 
necrosis is seen early in the course followed by granulation 
tissue formation. The submucosal and myenteric nerve 
plexuses are generally preserved suggesting limited, if any. 
role of neuropathic mechanisms in the process of toxic 
dilatation (11). The depth of inflammation seems to correlate 
with the extent of dilatation. 

Clinical features 

Toxic mcgacolon occurs early in the course of 
pseudomembranous colitis and may be the initial 
presentation in some eases (12). It can occur in males and 


JK-Practitioner 2003; 10(3):17 6-178 

From (he Department of Medicine Division of Gastroenterology, San Joaquin General Hospital, Stockton CA 
iSheikh) University of California Davis Medical Center, Sacramento CA (Yasmeen, Prindiville) 

Peceived June 2002 Accepted April 2003 

Correspondence: Rafiq A Sheikh, MB. MD. MRCP (UK). FACP. FACG, Chief, Division of Gastroenterology, Dept. Medicine San 
Joaquin General Hospital. PO Bo* 1020. Stockton, CA 95201 (USA) Tel (209) 468 6624 Fax: (209) 468 6246 


Vol. 1 0 No ..?, July- September 2003 

176 



jk-practitioner 


) 


t 


! 




! 


f all age groups. Patients with idiopathic 
f e n»a leS ° bowel disease (1BD) are at risk of this 
inflain 1113 ^ ear j y - n t h e CO ursc of their disease and 
c o®P' |Ca (o; j c m egacolon may be the initial presentation 
s0 njetun t jents it is more common in ulcerative colitis 
(3)- ^ j* s disease. Toxic dilatation is more likely to 
than pancolitis than segmental disease. Patients 
c0lTlP h have severe acute colitis with bloody diarrhea, 
typical y res j stant t0 conventional therapy. Alleviation of 

"^h IS may be an early clue to the toxic dilatation, 
diarrhea 31 _ng factors hypokalemia and use of 

^ h linergic medications and opiates may be identified 
& tiC atients. Inordinate distention from a banum enema 
^Tnoscopy may further compromise blood supply and 
° r ^ t ° c m ucosal uptake of bacterial products contributing 
PflCI ' ic dilatation. Discontinuation or rapid tapering of 
l ° ^costeroids and sulphasalazinc or mcsalamine may 
rt ' C the process of progressive dilatation in IBD patients. 


co 
trigg er 


Table 1. Etiology of toxic megacolon 
A Idiopathic inflammatory bowel disease 


B. Infectious colitis 


Ulcerative Colitis 
Crohn's Disease 

a. Bacterial 
Clostridium difficile 
Shigella 
Salmonella 
Campylobacter 
Yersinia 
Aeromonas 

b. Parasitic 
Amoeba 
Cryptosporidium 

c. Viral 
Cytomegalovirus 
Culture negative colitis 

d. Drugs 
Methotrexate 
Gold 

e. Miscellaneous 
Ischemia 
Kaposi’s sarcoma 


On physical examination patients are generally very sick 
with altered consciousness, fever tachycardia and postural 
hypotension. The abdomen is usually markedly distended 
with tenderness. Increased tympany is ty pically noted in 
the middle and left upper quadrant due to accumulation of 
gas in the most anterior part of colon i.e. transverse colon. 
Loss of liver dullness on percussion of the right upper 
quadrant may be the first clinical clue to colonic perforation. 
Signs of localized or generalized peritonitis may be present. 
Steroids and analgeics may mask the symptoms and signs 
of toxic dilatation, making a high index of suspicion 
paramount to the recognition of this complication. The 


criteria proposed by Jalan ct al (3) are still widely used for 
the clinical diagnosis of toxic megacolon and arc 
summarized in Table 2. 

Table 2. Diagnostic criteria for toxic megacolon 

a. Radiological evidence of colonic dilatation 

b. At least 3 of the following. 

Fever >38‘C (101.5T) 

Heart rate >120 /min 
Leukocytosis >10.5. 000/mm 3 
Anemia 

c. At least one of the following (in addition to the above) 
Dehydration 

Altered consciousness 
Electrolyte disturbances 
Hypotension 

Diagnosis 

The diagnosis of toxic mcgacolon must be considered 
in all patients with acute or chronic diarrhea and abdominal 
distention. History of IBD, recent antibiotic use or recent 
travel may suggest the underlying etiology. The laboratory 
studies usually reveal anemia, leukocytosis and an elevated 
erythrocyte sedimentation rate or C-reactive protein 
concentration. Electrolyte disturbances arc common. 
Metabolic alkalosis due to volume depletion and hypokalemia 
is associated with a poor prognosis (13). Hypoalbuminemia 
of < 30 g/L is present in about 70% of patients in later 
stages of the disease. 

Plain radiography of the abdomen is essential for the 
diagnosis and day to day monitoring of patients with toxic 
megacolon. Dilatation of > 6 cm is frequently seen but 
overall clinical picture rather than the diameter of colon 
arc important for the diagnosis. The maximum colonic 
diameter may be as high as 15 cm (2). Right colon and 
transverse colon are usually more dilated than descending 
colon and sigmoid colon and rectum are rarely dilated. The 
colonic haustral pattern is usually lost or impaired and 
multiple air-fluid levels are present. Deep mucosal ulcerations 
and marked mucosal thickening may be evident Increased 
small bowel gas may be an early sign of toxic mcgacolon 
and is believed to be related to electrolyte and metabolic 
disturbances. High resolution ultrasonography may be used 
to assess the activity and response to therapy in severe 
ulcerative colitis and may be useful in early detection of 
toxic inegacolon (14). 

CT scan may be useful in identifying the etiology of 
toxic inegacolon, especially in patients with AIDS who 
may have multiple intra-abdominal processes causing 
abdominal distention. 

Endoscopy may provide valuable information, 
particularly in patients with toxic mcgacolon of infectious 
etiology . Traditionally a limited endoscopic examination has 
been used to obtain biopsies for fear of precipitating a 
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perforation. However, carefully performed colonoscopy 
may be invaluable and has been used safely in diagnosis 
and management of toxic megacolon (15). Recto-sigmoid 
sparing is well known in pseudomembranous colitis and in 
20-30% cases the entire left side of colon may be spared 
(12, 15. 16). Colonoscopy would be useful in making a 
diagnosis in such patients. Colonoscopy may also provides 
the opportunity for therapeutic decompression and obviate 
the need for surgery (12). 

Treatment 

The initial treatment of toxic megacolon is medical and 
is successful in 50% of patients. However an early surgical 
consultation is essential. The patient should be closely 
monitored in an intensive care unit and assessed daily by 
both medical and surgical teams. Anemia, dehydration and 
electrolyte abnormalities should be treated aggressively. 
Plain films of the abdomen should be reviewed every 12 
hours initially, and daily as the patient improves. Complete 
bowel rest is essential and nasogastric suction may be 
required. All antiniotility agents, narcotics and 
anticholinergics should be stopped. Prophylaxis for gastric 
stress ulceration and deep venous thrombosis are generally 
recommended Broad spectrum antibiotics are 
recommended to lower the risk of septic complications. 

Positional therapy by intermittent knee-elbow 
positioning and rolling is simple and has been reported to 
be useful in facilitating colonic gas expulsion (17. 18). 
Specific therapy of the underlying condition is essential. 
In patients with C. difficile colitis, this involves stopping 
the olTcnding antibiotic and giving intravenous metronidazole 
and vancomycin by a nasogastric tube. In patients with 
inflammatory' bowel disease intravenous corticosteroids are 
the mainsta> of treatment. Cyclosporine may be useful in 

treatment of severe acute colitis refractory to steroid 

* 

therapy, but experience with this agent in toxic megacolon 
is limited (19) Colectomy is generally reserved for patients 
who do not respond to an adequate trial of medical therapy 
for 48- 72 hours. Other indications for surgery include 
perforation and massive hemorrhage 

Prognosis 

The prognosis in toxic mcgacolon is variable and 
depends largely on the underlying diagnosis. The overall 
mortality of toxic megacolon associated with 
pseudomembranous colitis between 1968 and 1992 was 
31- 35% (6). Mortality was 42% in surgically treated 
patients and 18% in medically treated patients (6). In the 
recent literature the overall mortality has been reported to 
be 64-67% and mortality in surgically treated patients 71- 
100 % ( 6 ). 


JK-PRACTlTl ONv n 


The mortality rates in IBD patients have decreased f 
as high as 27% to 0-2% in the last two decades ( 4 ) -t? 
improved mortality is consequent to early recognition bet” 6 
intensive care and early surgical treatment when indicated 

( V 1 
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-Tonophthisis (NPH) and medullary cystic disease 

Represent a disease complex heterogeneity, but have 
(M cD ' r j|c CUS scd as separate entities. This complex was 
also been panconi in 1951 and fewer than 300 cases 
1stdcscri c orte£ j jjy 1980. NPH is responsible for at 
haVC h) 0 / 1 of renal failure in children and NPH and MCD 
ICaS bined° together account for 4% of all hereditary renal 

d ' S lTohronophthisis is a disease characterized by a chronic 
■fit interstitial nephritis with few or no inflammatory 
d i USC d the presence of cysts in the medulla. The presence 
^ h sc evsts has given rise to the term 'Medullary cystic 
oftJl in American Literature 2 whereas Fanconi et al 
^hasised the atrophy of renal tubules and parcnchy-ma 
enl . P rnnosed for tlic tenn ‘Nephronophthisis*. However. 
Tth^hese diseases arc altogether called as ‘Familial 
, tidal nephritis. NPH appears to be an autosomal 
ecessivc condition (Sporadic in 20%) and can be Juvenile 
!p,xiy Infantile (FIN); or Adolescent (FAN); with an 
veage age of onset of ESRD of 13(7-25) yr; l-3yr and 
19(11 -28)yr, respectively 4 . Males & females equally 
ffccted. MCD appears to be an autosomal dominant and / 
or sporadic with an average age of onset of terminal renal 
failure in adulthood. Two variants with median onset of 
ESRD at 62yr. and 32yrs have been documented in this 
variety. Clinical and histopathological characteristics of both 
the FJN and MCD arc similar with an exception of infantile 
form 5 FJN is more commonly associated with extra renal 
involvement including retinal defects, skeletal abnormalities, 
aminoaciduria, hepatic fibrosis and lesions of central 

nervous system. 

Clinical Features 

These include Polyuria and Polydipsia (80%); anemia 
and weaknes(60%); growth retardation (40%); Azotemia 
(75%) and /or hypertension (20%). Urinary- findings are 
scant with mild Proteinuria (less than lgm/24 hrs.) and 
occasional red blood cells or white blood cells. Urinary 
concentrating defect is present early and is out of proportion 
to the level of renal insufficiency. Many of the patients 
demonstrate salt wasting which may account for the lw 
incidence of hypertension. Hy perkalemia. Hy pokalemia. 
Proximal tubular acidosi s, distal tubular acidosis and 

JK-Practitloner 2003;10(3):179-181 

From the Department of Medicine Govt. Medical Colleg 
Received: April 2003 Accepted March 2003 

Correspondence: Prof. Vijay Gupta, Head Deptt. of Medicine 


aldosterone resistance have been reported. Flank pain, 
gross haematuria or renal calculi arc uncommonn in this 
disorder. 

Pathology 6 

Kidneys appear pale red and contracted with smooth 
finely granular surface, thin cortex without papillary' 
necrosis or changes in renal pelvis. Renal weight is reduced 
to less than 50%. Medullary cysts vary from 1mm - 1cm 
however papillary and cortical cysts arc less common. 25 /•> 
are acystic form of the disease. Cysts are lined by flattened, 
cuboidal epithelial cells suggestive of collcctinng ducts, 
which contain granular eosinophilic proteinaceous material. 
There arc decreased number of glomeruli with 
pcriglomcrular fibrosis, interstitial fibrosis and inflammation. 
Tubules demonstrate atrophy with areas of dilatation and 
thickening of basement membrane and changes arc out ol 
proportion to glomerular dystrophy. Electron microscopy 
shows alterations in glomerular basement membrane and 
type 11 collagen as found in Alport syndrome suggesting 
possible faulty develpmcnt of basement membrane in this 
disorder as well. 

Diagnosis: 

Genetics: 

NPH is associated with chromosome 2 while MCD is 
associated with chromosome 1 and 6 s . These is extensive 
genetic heterogeneity- between the two groups. 

Three are 3 different loci for NPH 

- NPHP 1 (Juvenile Nephronophthisis) 

- NPHP 2 (Juvenile Nephronophthisis) 

- NPHP 3 (Juvenile Nephronophthisis) 

Juvenile nephmophthisis (NPHP 1), in addition can be 
associated with extra renal organ involvement. Gene (NPH 
1) for Juvenile Nephronophthisis has been identified by 
positional cloning and its gene product. Nephrocystin is a 
novel protein of unknown function a Src-homology o 
domain. It is hypothesized that pathogenesis of NPH might 
be related to signaling process at focal adhesion and/or 
adherent junctions because most src-homology 3-containing 
proteins arc part of focal adhesion signaling complexes. 

Similarlv there are two different loci for MCKD 
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-MCKD 2 

MCKD 1 & - MCKD 2 are associated with 
hyperuricemia & gout. 

Ultrasound and /or CT -Scan 

UsG and/or CT-Scan of Abdomen reveals small 
medullary Cysts (2-10mm) with a thin cortex and poor 
definition of corticomedullary junction. In acystic form of 
the 'disease, small size of the kidneys with reduced 
corticomedullary junction is found only 9 . 



- 

This is an association of familial 7“ 
Ncphronophthisis with abnormalities in vision 0 * 1 '* 0 
involvement can be in form of tapetoretinal degen" ^ yc 
retinitis pigmentosa of various origins or even 6131 * 01 '’ 
anomalies without extinction of clcctroretino S ' m ^ c 
tracings. This association is found in 40% of cases^' 0 


Mainzer - Saldino Syndroome" 

This is an associaton of FJN with retinal degem. 
resembling labers amaurosis, cone shaped eoinW’** 
cerebellar ataxia IS ^ 


oration 


Intravenous Pyelography 

1VP demonstrates the thinned cortex with inhomogenous 
streaking restricted to the medulla and lucent enlarged 
medullary pyramids Accumulation of contrast medium form 
rings in pyramid and is pathognomonic of the disease. 

Renal Biopsy 

Renal Biopsy with medullary tissue is necessary to 
confirm the diagnosis. However, because of absence of 
cysts in 20% of patients, one must rely on other findings 
characteristic of the disorder such as family history and 
clinical features of the disease to make a diagnosis. 

Thus for all practical purposes, the presence of renal 
insufficiency with marked Polyuria, in absence of 
haematuria or proteinuria, with a normal urinary tract and 
kidneys of normal or slightly reduced size occurring in 
patients aged from 3 to 15 or 18 years is highly suggestive 
of 'Nephronophthisis’. 

Treatment 

There is no specific treatment of the disease. However, 
prior counseling regarding the consanguinity of the marriage 
prevents the occurrence of disease. Prevention of infection. 
Adequate hydration. Supplementatioon with salt and 
bicarbonates, correction of anemia with erythropoietin, and 
intake of essential amino acids delays the w orsening of the 
disease Renal transplantation has been tried in soomc cases 
without any recurrence of the disease in transplanted 
kidney. Gene therapy targeting at the various loci has been 
tried in some experimental animals. The process if 
successful, can bring a revolution in management of the 
disease. Overall, once the clinical manifestation develop 
the death occur within 5 years irrespective of time of onset 
of disease. 

Extra Renal Manifestations 

These are more commonly seen with FJN rather than 
other variants. Various organ involvements have been given 
different names as> 

Seniors syndrome (or) Senior taken synd ome‘° 


Boichis Sydrome 12 

This is an association of FJN with liver fibrosi 
may occur in combination with deafness, cerebellar at ^ 
and tapetoretinal degeneration. Xla 


Joubert Syndrome 13 

This is an association of FJN with coloboma of th 
optic nerve and cerebellar vermis aplasia C 

Jcunes Syndrome 14 

This is associatioon of FJN and retinal degeneration 
with asphyxiating thoracic dystrophy. n 


Differential Diagnosis 

♦ Nephrogenic diabetes inspidius: Delayed onset of 
Polyuria after birth and abnormal sensitivity to 
vasopressin (ADH) differentiates NDI from FJN 

♦ Oligomeganephronia: Rare familial associaiton and 
less rapid renal failure differentiates oligomega 
nephronia from FJN. 

♦ Infantile Polycystic kidney disease (IPCKD): Large 
size of kidney, cortical location of cyst and excretory 
urography showing a pattern of medullary ductal 
ectasia differentiates IPCKD from FJN 

♦ Medullary sponge kidney (MSK): Different genetics 
and no impairment of renal function differentiates 
MSK from FJN. 

♦ Glomerulocystic kidney disease (GCKD): 
Characteristic location of cyst on glomeruli on 
ultrasound examination of abdomen differentiates 
GCKD from FJN. 
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SARS VIRUS : A NOVEL CORONAVIRUS 


Azra Shah M.D; Rubina Lone M.D; Tehmeena Wani M.D 

INTRODUCTION 

SARS or Severe acute respirator* - syndrome is a new 
clinical entity caused by an infectious agent unknown to 
humans till now. 

Previously thought to be caused by Metapneumovirus 
belonging to family Paramvxoviridae. it is now known, by 
genomic sequencing, to be a coronavirus of family 
Coronaviridae. 

Coronaviruses are RNA viruses, which were first 
isolated from chickens in 1937. In the 1950's when the 
first Rhinov iruses were cultured. 30% of infectious agents 
of common cold could still not be accounted for till in 
1965 Tvrcll and Bvnoe cultivated the first human 
coronavirus on human ciliated cmbrvonal tracheal cells 12 \ 

w 

Hamrc and Procknow isolated HCOV- 229E from a patient 
with an upper respirator*' tract infection by serial blind 
passage in secondary cultures of human embryonic Kidney 
cells ' \ Most of the other human coronaviruses that were 
grown in this way were never successfully adapted to serial 
passage in continuous cell lines and are no longer available 
for study. HCOV- OC43 and the antigcnically related OC3 8 
strains were isolated in human fetal tracheal organ culture, 
and then serially passaged by intracerebral inoculation into 
suckling mouse brain 9 

MORPHOLOGY 


all coronaviruses, the short spikes, consisting 0 f 
haemagglutinin esterase glycoprotein arc present in onl 
some coronaviruses. The envelope also contains the M 
glycoprotein which spans the lipid bilaycr three times l4 's.i6 
Also present is an c - protein which is present in smallc 
amounts than the other proteins ,718 - 19 . r 

Coronaviruses genomic RNA is capped, polyadenylatcd 
positive stranded RNA which function directly as mRNA 

20Jl . At the 3’end and 5'end of RNA are terminal repeats 
for replication and transcription. 

Coronaviruses mutate at a high frequency because of 
the error prone nature of RNA polymerase “ Temperature 
sensitive(ts) mutants have been classified into seven 
complementation groups 2 \ Deletion type mutations also 
occur. A unique feature of coronavirus genetics is a high 
frequency of RNA recombinations which is as high as 25% 
a feature rarely seen in unsegemented viruses 24 . The high 
frequency of RNA recombination in coronaviruses is due 
to a unique feature of coronaviruses RNA synthesis, which 
involves discontinuous transcription and polymerase 
jumping.lt is possible that the viral polymerase associated 
with the incomplete nascent RNA dissociate from its 
template at a random point and switches to a homologous 
site on a different RNA template to complete RNA synthesis 
by a copy choice mechanism 2SM . 


Corona\ iruses arc large, enveloped viruses that cause 
highly pre\alent disease in humans and domestic animals -*. 
They have the largest genome of all RNA viruses and 
replicate by a unique mechanism, which results in high 
frequency of recombinations. Virion particles are 100- 
120nm in diameter and viral envelopes are studded with 
long petal shaped spikes, giving them the appearance of a 
crown (latin corona). Inside the virion is a single stranded, 
positive sense genomic RNA 27-32 kb in si/c. the largest 
of all RNA virus genomes The genome associates with 
the N (nuclcocapsid) phosphoprotcin (50-60 kd) to from 
a long, flexible, helical nuclcocapsid ’ ,0 . The virus core is 
enclosed by a lipoprotein envelope, which is formed during 
budding from intracellular membranes ll l2, \ Two Ivpcs 
of prominent spikes line the outside of the virion The long 
spikes (20nm). consisting of S glvcoprotcin arc present in 


SARS CORONAVIRUS 

The SARS coronavirus. which is presently the cause 
of global concern, is different from other human 
coronav iruses in many respects. Its genome, sequenced 
in a matter of three weeks, has shown only 50-60% 
sequence homology with other coronaviruses 27 . SARS- 
associated coronavirus has been seen to easily grow on 
many continuous cell lines like Vcro E6, MDCK etc. whereas 
other coronaviruses are very fastidious in their growth. 
No other human coronavirus has been grown on Vero E6 
cell lines previously and the only other coronavirus to be 
grown on Vcro E6 cells is porcine epidemic diarrhea virus, 
and it also requires the addition of trypsin to culture medium 
for growth in Vcro E6 cells. Moreover, porcine epidemic 
diarrhea virus adapted to vcro cells results in a striking 
different cvlopathic effect ( i.c cytopalasmic vacuoles and 
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days after ontsct of signs and symptoms whereas ELISA 
detects antibody after 21 days of illness. 
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_.>|OLOGICAL PROFILE IN ACUTE EXACERBATION 
CHRON ,c OBSTRUCTIVE PULMONARY DISEASE (COPD) 


Shahnawaz A, SM Saleem, Mushtaq A Lone Shah Sonaullah Tariq Bhat, Gh. Bhat, Gh. 
—-—!7 Tnrospeclive study on 120 patients of chronic obstructive pulmonary disease (CO 


Nabi Dhobi 


__ c( 7a prospective study on / zt/ panenis oj enrome obstructive pulmonary disease (COPD) was carried out to obtain 

Ab stra ‘ g information on distal microflora during their acute exacerbations. 

!h e ^ CCt ! coming sputum samples were collected within 24 hours of admission in sterile bottles after an antiseptic oral 
The samples which qualified from lower respiratory tract were subjected to culture and sensitivity. 
r ' nS <? teen patients (13.33 %) grew bacteria in the order ofpseudomonas in 10. staph aureus in 4 and strep, pyogens in 2 

lX j^ 0 / 0 of culture positive patients had clinical and radiological evidence of consolidation. Organism grown were 
CClSeS r wlly sensitive to levofloxcin and amikacin. 8 patients who were culture negative died. The low bacterial yield by 
j'^c'tlputum sampling may be increased by a bronchoscopic collection of sputum. 

W rds: COPD, Acute exacerbation. Bacteriological profile. 

Key 

fff j>r,irtitioner 2003; 10(3): 185-187 

^Chronic obstructive lung disease has recently been 
j f e d by American Thoracic Society as a “disease state 
h racterized by the presence of air flow obstruction 
C condary to chronic bronchitis (airway disease) or 
emphysema (parenchymal disease). The air How 
obstruction is generally progressive and may be 
accompanied by airway hyperreactivity and may be partially 
versible. Chronic bronchitis is defined in clinical terms 
as a syndrome with presence of chronic cough with 
abnormal production of sputum for at least 3 months in 
each of the two consecutive years without other specific 
cause of cough. Emphysema on the other hand is defined 
pathologically as abnormal air space enlargement distal to 
terminal bronchioles 12 3) . 

Bacterial infections arc the most common observable 
cause of acute exacerbation and death in COPD. Acute 
exacerbation is characterized by increase in cough, dysnoca 
and alteration in type and amount of sputum production. 

In this setting findings frequently associated with infection 
such as fever, leukocytosis or parenchymal infiltrates arc 
absent. As the disease progresses the intervals between 
exacerbations shorten"’. 

Pathogenic bacterial organisms are found in 50 to 80% 
of patients with COPD during exacembations. Previously 
the predominant organisms believed were streptococcus 
pneumoniae. H. influenza, mycoplasma, morexella and 
pseudomonas ,2 S) . As per the recent studies the bacterial 


flora during acute exacerbation is changed from usual 
organisms to enterobacterial and pseudomonas aerogenosa 
with the increasing severity in COPD <t,) . Antibiotic therapy 
almost always remains empiric,' 3 ’ which is frequently an 
avoidable. With the background of little information available 
from Indian literature and large number of patients of 
COPD with or without acute exacerbation are attended at 
Shcr-i-Kashmir Institute of Medical Sciences. Srinagar, 
Kashmir. On this basis this study was conducted to know 
the bacteriological profile of infections in COPD patients 
with exacerbation and design a proper antibiotic regimen, 
which will have a beneficial effect on the morbidity and 

mortality of the disease. 

& 

Material and Methods 

120 diagnosed patients of COPD with acute exacerbation 
evidenced by increased dvsponea, increased sputum 
volume and sputum purulence attending the department o! 
Respiratory Medicine, SKIMS, Srinagar. Kashmir were 
studied over a period of two years. Each patient was 
included only once even if hospitalized more than one time 
All the patients were subjected to routine investigations of 
haemogram. serum chemistry, electrocardiogram, x-ra' 
chest PA view, arterial blood gas analysis, lung function 
tests and a high resolution computed tomography (HRCT) 
to rule out bronchiectasis. 

Specific investigations included a sputum culture and 
sensitivity. Early morning sample of sputum Irom lower 
respirator*’ tract was collected w ithin 24 hours of admission 
From the Department of General Medicine SKIMS, Soura, Srinagar, India (Shahnawaz. Saleem. Lone. Sonaullah. Bhat. 
Dhobi) 
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in sterile bottles after washing the oral cavity with antiseptic 
oral rinse (Benzydamine HCI) " 0) to decrease the oral 
contranunation and sample transported to laboratory within 
15 minutes of collection. Gram's staining of the sputum in 
the area of maximal purulcncc was examined for 
polvmorpholcukocytcs (PMN) and epithelial cells. Sputum 
samples showing < 10 squamous epithelial cells and > 25 
leucocytes/ low power field were subjected to culture 
examination tT \ Sputum samples were stained with both 
Gram's and Zcil Neclson stain. For isolation and 
identification of gram +vc organism, blood agar was used 
and for gram negative bacteria. MacConke> agar was used. 
Blood agar was incubated at 37 ‘C for 24 hours for aerobic 
bacteria and 37"C for 4X hours of anaerobic bacteria. 
Chocolate agar was incubated in candle jar with 5-10% 
CO,. In ease with multiple bacteria isolated in one sputum 
sample, the organism with the most colonies to be the 
predominant bacteria was considered 


- 


Discussion 

COPD remains among one of the commonest disease 
elderly population With the increase in life cxpcctanc 
prevalence of COPD is increasing. Though a progress ° 
disease, acute exacerbation can account for signified 
increase in the morbidity and mortality of these patients' 11 
The role of respiratory tract infection in the onset 
exacerbation in patients of COPD is nuclear In ° 
previous studies airway infection seems to be the first 
of decompensation and accounts for 80-90% 0 f cases ' 
whom triggering factor can be demonstrated 2 TlT 
definition of an acute infective exacerbation in COPD ' ° 
major point of criticism in many of the studies dealing with 
that issue. Therefore, we recorded our data according to 
the Winnipeg criteria for cxacemation , \ 


Table -III: Laboratory Characteristics 
Culture +ve Culture -ve Patients 


Table -1: Clinical Characteristics of the Patients 


Culture-ve 
(n=104) 

Culture +ve 
(n=16) 

p value 

Age (Mean+SD) 

59.42+10.59 

TLC 

9.27+2.98 

11.78+7.66 

0.092 

(Range) 

(35-85) 

PCV 

54.53+7.8 

50.75+7.78 

0.209 

Sex (M F) 

84:36 

pH 

7.30+0.07 

7.31+7.78 

0.234 

Smokers 

74(61.7%) 

PC0 2 

50.01 + 18.60 

48.75+3.99 

0.687 

Fever 

32(26.7%) 

Leukocytosis 

No 66(63.46%) 

10(62.5%) 


Nacrosis 

42(35.0%) 


Yes38(36.53%) 

6(37.5%) 

.997 

Data Analysis 

A A A * 

‘Consolidation No 80(76.92%) 

Yes 24(23.07%) 
Acidosis No 50(48.07%) 

4(25%) 

12(75%) 

12(75%) 

.007 

Statistical methods used were 7 test and Fisher s exact 


Yes 54(51.92%) 

4(25%) 

.149 

test. All p values were calculated as two tailed. A '/> value 
of <0.05 was taken as significant. 

* Statistically significant number of patients with 
sputum culture +ve (P = 0.007) 

consolidation had 


Table -II: Laboratory Characteristics (All Patients) 


TLC (Mean+SD IX10VL) 

9.60+3.92 

Range 

4.0-30.0 

Leukocytosis (%) 

36.7% 



PCV 

54.0.1 7.85 

Range 

38-78 

pH 

7.30.(0.07 

Range 

7.10-4.43 

PCO 2 

49.48+8 12 

Range 

33-80mm 

“Acidosis 

48.3% 



FV1>50<80 

63.6% 



<50 

36.4% 



‘“Consolidation 

36(30%) 




*Leukocytosis = TLC (IOxICP/L) 

* * Acidosis = pH<7 30 

* * *Radiological evidence of pneumonitis 

Results 

The mean age of patient was 59.42:to 10.59 years with 
M F ratio 2.1 1 with the maximum number of patients 
46(38 3%) in the age group of 60-69 years, with no 
statistical difference in the number of patients in each group. 
Seventy four (61.7%) patients were smokers Fever was 
present m 32(27 7%\) and CO, narcosis in 42(35%) patients 
(Table-1) 


Study population consisted 120 patients of COPD as 
per the definition of American Thoracic Society 2 - 1 with acute 
exacerbation 2 ' 1 with age of 59.42+10.5 years which is 
consistent with literature. We were careful to exclude from 
our study group all patients with other cough phclgm 
syndromes, such as bronchiectasis and asthma. Most of 
the patients 84(70%) had exacerbation during winter 
months. 

Positive cultures of the sputa was seen in 16(13.33%) 
out of 120 patients. Ten (8.35%) of our patients were 
positive for pseudomonas acrogonosa that is consistent 
w ith the study by Griffth DE. Muzerek GH et al. have also 
found that traditional pathogens (pneumococcus) are 
declining in importance, while newer pathogens, such as 
pseudomonas, moraxclla and legionella are becoming 
important 10 . Four patients (3.33%) and 2 patients (1.66%) 
were positive for staphvcoccus aureus and streptococcus 
pyogens respectively, which is consistent with study by 
Herberty Reynolds who have found that these organisms 
arc responsible for acute cxaccmation of COPD in 1-10% 
of patients. 
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Table -IV: Culture Sensitivity Table 
No. ot 


patients 

Staph- aureUS 4 

S,rept° c0CUS 2 

j^Smonas ^ 

a urege nosa 

t Amoxicillin 

2 Levofloxcin 

3 Amikacin 
4' Cefataxine 

5 Genatamicin 
Cefazolin 
7 Erythromycin 


Sensitive 

1,2,3,4.14 

1,5,7.2,3,8 

2,3,4,12 


Resistant 

5,7.10.13 

9.10 

4.6,11 


8. Roxithromycin 

9. Contrimoxazole 

10. Cephalexin 

11. Carbencillin 

12. Tobramicin 

13. Penicillin 

14. Methicillin 


n,c were universally sensitive to Levofloxin and amikacin. 

Organism* ™ 

Tic need for antibiotics in the therapy of acute 
hation of COPD remains controversial. This is 
CXaC< rily due 10 our inexact knowledge of the cause of 
^'"^exacerbations and also to the differences in design 
d outcome in previously reported studies 7 . Twelve out 
patients (75%) with culture positive sputum had 
°r cal and radiological evidence of consolidation which 
s statistically significant (P-0.007) and the organisms 
wa vn were universally sensitive to Levofloxcin and 
gr °ikacin. with variable sensitivity to other drugs like 
Amoxycillin, cefazolin. erythromycin, gentamycin, 
lhalexin). Interestingly 4(3.33%) of our patients who 
C v crc admitted with acute exacemation of COPD were 
' sitive for tubercular bacillus on acid fast staining (Zcel 
Keelson). This is not usually reported in other studies, and 
a possible explanation tolhis could be the higher incidence 
of tuberculosis in our part of the world 

Antibiotic treatment was started after sputum collection 
and changed according to the sensitivity pattern. Among 
culture negative 8 patients died. None of patients among 
culture positive or AFB positive died during admission. 
There was no statistical significance of culture positive 
patients with age, sex, smoking, fever, leukocytosis, 
narcosis, acidosis and FEV,. 


Conclusion 

Thus, it was observed that diagnosis of specific agent 
in causation of acute exacemation ol COPD is difficu t 
The yield could be increased upto 50% by taking sample 
broncoscopically and antibiotic therapy remains empiric 
with first choice antibiotics among quinoloncs 
(Levofloxcin) and Amikacin. 
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DUODENOGASTRIC REFLUX, AN IMPORTANT CAUSE oFpost 
CHOLECYSTECTOMY SYMPTOMS 


Bhat Nadeem Ahmad; Warn Nazir Ah mad; Wani KJmrshid Aalam; Sycd Mushtag Ahmad; Khan Shou kat Hussain 

ABSTRACT: The study was conducted in the department of General Surgery and Nuclear Medicine, Sher-i-Kashntfr 
Institute of Medical Sciences from April 19)9 to March 2000. Thirty patients with symptoms attributable to ultrasound 
documented gal! stones were included in the study. 

Tc-99m Mebrofemn hepatobiliary scanning was used to measure duodenogastric reflux prior to cholecystectomy and 
also post cholecystectomy. 

A significant increase in duodenogastric reflux was demonstrated in seven patients post cholecystectomy. Five from 
this group of 7 patients presented postoperatively with clinical picture of bile gastritis with chief complaints of burning 
epigastric pain and bilious vomiting. 


Key words: 


Cholecystectomy reflux, duodenogastric. gastritis, dyspepsia. Tc- 


99m Mebrofenin 
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INTRODUCTION 

Cholccvstectomy remains the commonest major 
abdominal operation being performed worldwide. The 
procedure usually results in excellent therapeutic outcome 
but 20-40% of patients continue to have a \aricty of 
gastrointestinal symptoms'. It encompasses a large number 

of biliar, and non-biliarx entities and is rarely due to the 

• • 

operation itself. For the successful treatment of such 
patients, the diagnosis of the cause of sx'mptoms is ot utmost 
importance Causes such as retained CBD stones. CBD 
strictures, papillary tumours, cystic duct remnant, 
sphincter of oddi dysfunction and peptic ulcer disease can 
be diagnosed and treated. However, in a subset of patients 
further investigations will identify no obvious cause for 
post cholecystectomy complaints, and such patients are 
believed to have symptoms related to cholecystectomy 1 . 
The cholecystectomy is accompanied by an alkaline shift 
in gastric pH profiles that is more marked in symptomatic 
patients. There is much experimental and clinical evidence 
that gall bladder disease and cholecystectomy can increase 
duodenogastric reflux 1 ' 1 . It is widclx recognized that 
duodenogastric reflux is an important factor in the 
pathogenesis or symptomatology of several upper 
gastrointestinal tract disorders including gastritis, 
oesophagitis and gall stone dyspepsia 

Duodenogastric reflux can occur as a normal 
physiological event which max assume a pathological role 
after cholecystectomy due to altered physiology \ "Normal 
reflux" max differ from "abnormal reflux" in frequency. 


amounts and duration 8 . 

Loss of reservoir function of gall bladder in 
cholecystcctomised patients causes increase in DGR, due 
to a constant supply of bile in to the duodenum, even when 
fasting. Another possibility is that the pyloric mechanism 
may be impaired in patients after cholecystectomy with 
subsequent pyloric incompetence 9 ". 

There is clinical and experimental evidence that 
regurgitation of duodenal juice into the stomach is capable 
of damaging the gastric mucosa and cause symptoms. The 
composition of bile refluxing in to the stomach is altered 
after cholecystectomy to a composition that is more 
damaging to gastric mucosa 12 ' 

MATERIAL AND METHODS 

The study xvas conducted in the Departments of Surgery 
and Nuclear Medicine at SKIMS. The patients selected from 
Department of General Surgery had not undergone any 
other prior gastric or hepatobiliary surgery. Patient with 
cholcdocholithiasis. surgical obstructive jaundice, 
cholangitis, knoxxn peptic ulcer disease or biliary' tract 
disease other than cholelithiasis were excluded from the 
study. 

Patients xvcrc subjected to cholcscintigraphy using Tc- 
99m Mebrofenin before cholecystectomy and betxveen 2- 
4 months post cholecystectomy. The dynamic serial images 
were processed on the computer using a pre-defined 
processing softxvarc(Fig. 1). From the computer generated 
time activity curve reflux in the stomach area was 
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c8,CU Surgery 37 patients were included in the study. All 
pr f" tients underwent preoperative cholescintigraphy 
tl' e 3 P en , however, seven patients were lost to follow 
ai^ s JJ B on '|y 30 patients turned up for postoperative 
U P j^ghon and scanning. Hence the study is based on these 

Nervations and results 
01i Table 1: 


S. 

No 

01 

02 

03 

04 

05 

06 

07 

08 

09 

10 

11 

12 

13 

14 

15 

16 

17 

18 

19 

20 
21 
22 

23 

24 

25 

26 

27 

28 

29 

30 


Defiant 

Age Sex 

Pre-op. 

Post-op. 


in 

Reflux 

%age 

Reflux 

%age 

\u 

NM3 

NM4 

NM5 

NM6 

NM7 

NM8 

NM9 

nmio 

NM11 

36 

38 

42 

50 

45 

40 

40 

50 

47 

F 

F 

M 

F 

F 

M 

F 

F 

F 

11 

7 

13 

7 

9 

10 

10 

2 

21 

13 

9 

14 

33 

16 

13 

11 

37 

16 

NM12 

NM13 

35 

52 

F 

F 

1 

28 

2 

33 

NM14 

28 

F 

6 

27 

NM15 

38 

M 

7 

9 

NM16 

28 

F 

9 

12 

NM17 

30 

F 

22 

38 

NM18 

32 

F 

30 

30 

NN11 9 

35 

F 

9 

12 

NM20 

54 

F 

6 

8 

NM21 

37 

F 

21 

28 

NM22 

55 

F 

2 

34 

NM23 

42 

F 

2 

13 

NM24 

27 

F 

12 

19 

NM25 

37 

F 

4 

5 

NM26 

29 

F 

10 

12 

NM27 

37 

F 

3 

5 

NM28 

45 

F 

5 

7 

NM29 

51 

F 

15 

16 

NM30 

57 

F 

10 

21 

NM31 

47 

M 

18 

18 

NM32 

17 

F 

9 

9 


DGR before and after cholecystectomy in the same 
patients. Insignificant pre-cholecystectomy reflux with 
significant post-cholecystectomv reflux (n=7) was 
significant at p value (paired t - test) = < 0.05. 

Seven patients showed a significant, more than 14% 
reflux (DGR) preoperatively. These patients were labelled 
preoperative refluxes. These patients continued to have a 
significant reflux postoperatively also. 

One patient showed a decrease in DGR from 21 to 
16% and 2 patients showed no change in DGR(Tablc I). 

Three of the 7 preoperative refluxers had attended out 
patients department with recurrent gastritis like picture and 
bilious vomiting. 

The amount and pattern of gastric activity in patients 
judged to be positive for DGR preoperatively was quite 
distinct from the amount of back ground activity counted 


in a comparable left upper quadrant area of the abdominal 
field in negative studies. 

Seven patients with an insignificant reflux preoperatively 



Fig. 1 



Fig. 2 

had an enhanced postoperative reflux (> 14%). On statistical 
analysis this increase was found to be significant at p <.01 
(paired Y test). Overall 14 patients had significant DGR 
postoperatively(Table 1). 


Table II 


Group 

No. of 

Peak gastnc 

Time of peak (min) 

Patients of 

Refluxers 

activity 

Mean (Range) 

gastric activity 
mean (range) 

cholelithiasis 7 

Cholecystectomised 

21.4(15-30) 

24.5(00-6.0) 

patients 

14 

22.7(16-38) 

26.17(00-60) 


Based on the above results, it can be established that 
the number of refluxers i.e.. those having significant reflux 
(DGR) increased post cholecystectomy. 7(23.33%) 
patients who did not show significant (p< 01 ) preoperative 
DGR developed post cholecystectomy reflux. Five from 
this group of 7 patients presented postoperatively with the 
clinical picture of bile gastritis. Main complaint of these 
patients was burning epigastric pain and 2 patients 
developed bilious vomiting denovo. 

The mean of individual peak gastric activity and the 
mean of time of individual peak gastric activity in patients 
with significant DGR preoperatively and those having 
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significant DGR postoperativcly showed more or less 
matching pattern (Table II). 

DISCUSSION 

Cholecystectomy though an accepted treatment for 
patients who arc believed to have symptoms due to gall 
stones has also been under focus as a critical factor in 
causation of posloperati\c alkaline gastritis as a result of 
enhanced DGR. 

A significant number of patients continue with the 
symptoms after cholecystectomy and in some, certain 
s\ mptoins may even increase in intensity or new symptoms 
may appear postcholecystectomy. Increased DGR is 
believed to be a major cause of symptoms after 
cholecystectomy in patients in whom other probable causes 
have been ruled out. Recent studies have pointed towards 

enhanced DGR reflux after cholccvstcclomv 10 . The bile 

* * 

(low into the duodenum is unregulated and more continuous 
after cholecvstectomy. 

A sy ndrome has emerged in which the constant features 
arc upper abdominal pain usually burning in nature and 
aggravated by eating and gastroscopic evidence of 
superficial gastritis confirmed by biopsy. Associated 
features arc nausea, bilious vomiting etc. 

Gastric mucosal injury with resultant sy mptoms could 
be attributed to any one or a combination of the follow ing 
possibilities' *•". 

1. Enhanced DG reflux due to loss of gall bladder 
reservoir function. 

2. Enhanced DG reflux due to pyloric incompetence 
after cholecystectomy 

3 Postoperative change in the composition of bile with 
more of unconjugatcd salts more injurious to gastric 
mucosa. 

From the preoperative symptomatology, nausea, 
vomiting and abdominal pain were observed to be specific 
to gall stone disease and have a high probability of being 
cured by surgery whereas symptoms like belching, heart 
bum. sour eructation and intolerance to fatty food are not. 
These findings were also observed in other studies 1 '. 

Dyspepsia was not considered specific to gall stones 
being equally common in patients with or without gall 
stones, but patients with gall stones and dyspepsia continue 
to undergo cholecy stectomy. 

The postcholecystectomy symptoms of patients who 
had significant DGR did not differ much from patients 
who did not have a significant DGR. One major difference 
however, we noted in our study was bilious vomiting 
present in 6 patients postopcratively. This included 4 patients 
who had bilious vomiting preoperatively and 2 patients 
dc\ eloped it dc novo. 

Incidence of significant DGR in our study increased 
from 23 3 percent preoperatively to 46.6 percent 
postopcratively. Patient symptoms could be attributed to 
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DGR in four patients preoperati vely and in six naf 
postopcratively. DGR has been implicated in causations f 
gastritis in other studies also 10 . Altho S °K 
postcholecystectomy symptoms can be attributed to DGR 
in a limited number of patients. It is possible that over 
longer period of follow up the number of such pati e 
may increase. 15 

CONCLUSION AND RECOMMENDATIONS 

Evaluating patients with gall stones and dyspepsia also 
for DGR in addition to oilier investigations before surge 
might hold some merit. The refluxers could then have 
different management from non-refluxers although surgery 
for cholelithiasis remains the corner stone of any treatment 
plan. 

Patients with significant DGR may need further 
evaluation and should be made aware of the possibility of 
persistent symptoms or appearance of new symptoms after 
cholecystectomy. 
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r^fROPERITONEAL LAPAROSCOPIC NEPHRECTOMY FOR 
JgNlGN RENAL DISEASE 


Khan Farhan; Sheikh Adil Bashir; Rather Aiaz: Sheikh Tang _ 

Abstract L°t of advances have been made in the field of minimal access surgery. Procedures like Laparoscopic 
rholecvst ectom y'• Appendectomy, repair of Inguinal hernias, correction ofGERD, etc. have been performed successfully. 
However, removal of large and solid organs using laparoscopic apporach present obvious difficulties to the surgeon. 

paroscopic Nephrectomy can be performed via the transperitoneal as well as via the retroperitoneal route for both 
h ni& as ° S ma ^& nant con di Hons of the kidney. Here we present our experience of Laparoscopic Nephrectomy for 

h niPP conditions of the kidney using the retroperitoneal approach. Eleven patients with benign renal disease were 
derated between March and September 2002, at SMHS Hospital, Srinagar. All patients were operated through the 
° troperitoneal approach using only three ports (1 Omm, 5mm and 5mm). In ten patients the procedure was performed 
^ntirely laparoscopica/ly. One patient required conversion to open nephrectomy due to bleeding from the renal vein. This 
6 atient had dense adhesions due to tuberculosis of genitourinary system. Operative time ranged from 45 minutes to l hour 
^ d 25 minutes. Median post operative stay was 3 .7 days. 

Retroperitoneal Laparoscopic Nephrectomy appears to have a defnite role in the removal of kidneys for benign 
disease. Based on our experience this technique results in very few complications. The technique utilizes only three port 
sites and sometime an additional port. The peritoneum is not breached, reduced post operative pain, early mobilization, 
early discharge from the hospital and early resumption ofnormal activities are all advantages over the conventional open 

procedure. 


fay words: Nephrectomy, Laparoscopy, Retroperitoneal, Benign disease. 
jR.Practitioner 2003; 10(3):191-194 


INTRODUCTION 

Major advances have been made in the field of minimal 
access surgery during the last decade.Uptill two decades 
ago laparoscopy was used primarily as a diagnostic tool. 
With the advances in the instrumentation and techniques 
of laparoscopy and the acceptance of laparoscopic 
cholecystectomy as the procedure of choice, many other 
intra abdominal procedures are being performed 
laparoscopically. Although laparoscopic nephrectomies have 
been performed for both benign 1 as well as malignant 2 
disease process by both transperitoneal and retroperitoneal 
routes with advantages over the conventional open 
procedure', here we report our experience of 
retroperitoneal laparoscopic nephrectomy for benign 
disease. 

PATIENTS AND METHODS:- 

From March 2002 to September 2002, 11 patients 
underwent retroperitoneal laparoscopic nephrectomy using 
standard laparoscopic surgical equipment at SMHS 
hospital,Srinagar,Kashmir. Patient details and preoperative 


investigations arc given in Table 1. 

Patients who had undergone any renal surgery on the 
same side were excluded from the study. All patients were 
admitted to hospital one day prior to surgery'. 

OPERATIVE TECHNIQUE: 

Following induction of general anesthesia, the patient 
was placed in the standard kidney position and strapped 
to the operating table. A 10 to 14 mm incision was made 
just 1 cm below the angle of thcl 2°‘ rib. All muscle layers 
where split using a hemostat through this incision following 
which the index finger of the dominant hand was used to 
feel the retroperitoneal fat and make space for the balloon 
trocar.The balloon trocar was then inserted through the 
incision and inflated upto 800 to 1000 cc.This facilitated 
creation of a retroperitoneal space. During inflation a 10 
mm telescope was then inserted through the balloon trocar 
and the rclroperitoneum viewed through the balloon. The 
balloon was deflated and removed and a standard 10 mm 
trocar was inserted for the telescope. The two working 
ports were inserted under direct vision The first 5 mm 
working port was inserted 2 ems above the anterior 
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TABLE 1 
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PATIENT 

SIDE 

OPERATED 

SEX 

AGE 

SYMPTOM 

DIAGNOSIS 

PREOPERATIVE 

INVESTIGATIONS. 

1. 

RIGHT 

M 

45 

Right Flank pain 

Right PUJ obstruction 

Ultrasound, 

IVP, DTPA Scan - 
12 % function 

2 

RIGHT 

M 

48 

Right Flank pain, 
chills, Rigors, fever 

Right hydro nephrosis 
and Hydroureter sec. 
to calculi 

Ultrasound 

IVP,DTPA scan- 
14% function PCN 

3 

LEFT 

M 

37 

Left Flank pain 
Hematuria 

Gross hydro nephrosis 
impacted proximal ureteric 
calculus 

Ultrasound 

IVP,DTPA scan- 
10% function 

4 

RIGHT 

F 

50 

Right Flank pain, 
chills, fever 

GUTB 

Ultrasound 

IVP,ELISA for TB,urine 
for AFB C/S 

5 

LEFT 

F 

29 

Left Flank pain 

Gross hydro nephrosis 
conginital PUJ obstruction 

USG, IVP,DTPA scan 
8%function 

6 

RIGHT 

M 

40 

Right Flank pain, 
chills. Rigors, fever 

Chronic pyelonephritis Gross 
hydro nephrosis 

USG, IVP PCN 

7 

RIGHT 

F 

42 

Right Flank 

Enlarging stag horn calculus 
with Gross hydro nephrosis 

USG,IVP DTPA 
-14% function 

8 

RIGHT 

M 

38 

Right Flank pain 
with fever 

Right PUJ Obstruction 

USG,IVP,PCN DTPA scan 
10% function 

9 

RIGHT 

F 

54 

Right Flank pain with 
fever and dysuria 

Chronic Pyelonephritis with 
Gross Hydronephrosis 

USG, IVP, PCN 

10 

LEFT 

F 

42 

Left Flank pain 

Stag Horn calculi with Gross 
Hydronephrosis 

USG. IVP, DTPA scan- 
8.4% function 

11 

RIGHT 

M 

45 

Right Flank pain 

Right PUJ Obstruction 

USG, IVP, PCN 


superior iliac spine in the anterior axillary line. The second 
5mm/1 Omm working port was placed at the renal angle. 
All the three ports were in line with each other so that in 
ease of conversion all would lie in the line of incision After 
the placement of the ports the ureter and hilum were 
identified We did not find placement of the ureter catheter 
ncccssarv in any of our patients*. Since all of our procedures 
used the retroperitoneal route, the administration of bowel 
preparation and use ol nasogastric tube prior to operation 
was not thought necessary Using blunt and sharp 
dissection the vessels at the hilum were defined.Hilum 
dissection w as done from the posterior approach.Follow ing 
this intracorporcal ligature of the vessels or application of 
ligaclips was done depending on the size of the vessels. 
Dissection of perinephric fat and adhesions all around the 
kidney was done except at the top from where the kidney 
remained suspended. Ureter was identified and freed from 
the posterior abdominal wall The ureter was ligated with 
clips or a ligature was tied mlracorporally.Lastly the 
attachment at the top from which the kidney remained 
suspended was taken down. The freed kidney when 
infected was then placed in an endobag whose neck was 
brought out of the skin through 10 mm trocar site. During 
this lime a 5 mm telescope was insertedthrough port no 2 
to \ icw the procedure The kidney was then extracted 
intact by enlarging the trocar incision by 2 to 4 cms. After 


careful inspection of the operative site, all trocars were 
removed under direct vision. A Redivac vacuum drain was 
then placed through the 5 mm port site. The other port 
sites were closed with 2-0 vicryl suture. The skin was 
closed with 2-0 interrupted silk sutures. 


DISC USSION:- 

Minimally invasive techniques have replaced open surgery 
not only for the general surgeon but for urological 
conditions as ( well Although laparoscopic 
cholecystectomy , appendectomy , repair of ingunial 
hernia , correction of GERD have all been performed with 
great success, the removal of large organs like kidneys 
and spleen present obvious difficulties. Our study was aimed 
to determine whether laparoscopic nephrectomy would be 
of benefit to patients when used in selected cases. 1 

In the present study, 11 patients w ith benign renal disease 
where taken up for the procedure.Patients who had 
previously undergone any renal surgery on the same side 
were excluded from the study. One patient required 
conversion to open procedure due to inability to control 
bleeding from the renal vein. This patient had dense 
adhesions due to tuberculosis of the kidney and subsequent 
difficult dissection. All other 10 patients were operated 
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Fig. 3: External View of Port Sites after completion of 

Procedure. 

well as to the operating tune Since all ol the procedures 
were performed for benign conditions of the kidnc> and 
the renal vessels were small.they could be controlled carl> 
by intracorporeal ligature or ligaclips thus obviating the 
use of expensive G1 stapler for control of hilar vessels 

RESULTS: 

Operative and postoperative details arc in fable II 
Operating time ranged from 45min to lhour 25 minutes 
Median postoperative hospitilization was 3 7 days (range 
3-5days). 

During the procedure in 2 patients the peritoneum was 
inadvertently opened which decreased the operating space 
during the procedure It was sutured back with 2-0 catgut 
using intracarporal suturing technique at the end of the 
procedure One patient required conversion to open 
nephrectomy due to blooding from right renal vein I his 
patient had dense adhesions from renal tuberculosis One 
patient with chronic pyelonephritis dev eloped superficial 
wound infection of the incision used to deliver the kidncs 
3 patients developed minor surgical emphysema around 
the 10mm port site which disappeared 12 hours alter the 
procedure without any intervention Because of non 
availability of a tissue morcclator at our center we were 
not able to avoid the need for extention of the incision at 
the 10 mm trocar site for extraction of the kidney 3 patients 
needed enlargement to only 2cm incision at the 10mm trocar 
site due to loss of pacenchyma ol the kidney by the disease 
process with resultant small size ol the kidneys All other 
patients needed enlargment of the 10 mm trocar site to v - 
4cm for kidney retrival. 

Further, the use of intracorporal suturing of the vascular 
pedicle also decreased the total cost of the procedure. 


f- intracorporeal knotting of Renal Pedicle 


Fig. 2: Intact Nephrectomy Specimen after retrival 

from 1.5cm fort. 

laproscopicaly through the retroperitoneal route We used 
only 3 port sites successfully in 8 of our patients and 4 
port sites in 2 patients. We found that by approaching the 
hilum first.the need for additional retractors and ports is 
obviated.The need for mechanical and antibacterial bowel 
preparation and NG tube placement was omitted by using 
the retroperitoneal approach Mechanical and antibacterial 
bowel cleansing increase required hospitalizations and costs 
and they are unpleasant to patients Also placement of the 
ureteric catheter was not necessary as in our experience 
this did not affect our identification and dissection of the 
ureter. Both these steps add to the cost of the procedure as 
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PATIENT 

VASCULAR 

OPERATIVE 

DISCHARGE 


PEDICLE 

TIME (HRS) 

RETRIVAL 

1 

Intracorporal 

Suturing 

1 hour and 10 min 

Day 3 

2 

Intracorporal suturing 

1 hr .. and 25 min 

Day 3 

3 

Ligaclips 

55min 

Day 4 

4 

Conversion to open nephrectomy 

Day 4 

5 

Intracorporal suturing 

1 hour and 20 min 

6 

Ligaclips 

45 min 

Day 5 

7 

Intra corporal 
suturing 

Ihour and 5 min 

Day 3 

8 

Intra corporal suturing 

Ihour and 15 minutes 

Day 3 

9 

Intra corporal suturing 

1 hour and 20 
minutes 

Day 5 

10 

Intra corporal suturing 

1 hour and 25 
minutes 

Day 4 

11 

Ligaclips 

50 min 

Day 3 


KIDNEY COMPLICATIONS 


4cm incision at Minor surgical emphysema at 

10 mm trocar site 10mm trocar site 

4cm incision at 10mm Inadvertent opening of the 
trocar site peritoneum intraoperatively 

2cm incision at 10 None y 

mmtrocar site 


4cm incision at 
10 mm trocar site 
4cm incision at 10 
mm trocar site 

2cm incision at 10 
mm trocar site 
3cm incision at 10 
mm trocar site 
4cm incision at 10 
mm trocar site 
4cm incision at 10 
mm trocar site 

2 com incision at 10 
mm trocar site 


None 

Superficial wound infection at 
kidney retrival site Surgical 

None hySemaat1 °‘ mm tr °car site 
None 

Superficial wound infection 
at kidney retrival site. 
Inadvertent opening of the 
peritoneum intraoperatively, surgical 

emphysema at 10mm trocar site 
None. 


although this minimally increased the operating time of the 
procedure. 

Although previous experiences with laproscopic 
nephrectomies of different authors had shown an increase 
in the operating time , we did not find a significant 
difference between the operating time of laparoscopic and 
open nephrectomies. Also the small incision causes less 
post operative pain.shorter post operative stays and earlier 
resumption of normal activity. In all cases in our series the 
mean hospital stay (3.7 days) was less than that reported 
in a scries of healthy patients undergoing live donor 
nephrectomies and . Also 4 out of the 10 patients in our 
study were obese otherwise needing large incisions to 
remove their kidneys by open surgery. By avoiding this , 
these patients were mobilized earlier with no 
thromboembolic or pulmonary complications. 

To conclude from our limited experience laparoscopic 
retroperitoneal nephrectomy has a definite role in the 
removal of kidneys with benign diseases in selected patients. 
This technique has a definite advantage offering decreased 
post operative pain ,early ambulation and decreased post 
operative hospital stay, especially in the obese patient. With 
further experience the operating time is bound to decrease 
further. Also the many complications like Incisional hernias, 
pulmonary and thromboembolic complications are done 


away with. Laparoscopic nephrectomy is also cost effecti ve 
compared with open nephrectomy if short operating times 
and brief length of stays are achieved. 
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_ FIXATION OF INTERTROCHANTERIC FRACTURES 

% the femur. 


1 Afzal; M R- Mir; Munir Farooq; Shabir Ahmad; Sajad Moulvi ___ 

-- - External fixation was used in the treatment of 12 intertrochanteric fractures of the femur from March 2002 to 

^ siraC ^2Q02,at Bone & Joint surgery hospital Srinagar. Good fixation and early ambulation was achieved in all cases, 
^od loss was negligible. Pin tract infection occurred in one case and pin loosening in one case. The average time of 

U>U< p ie surgical technique is simple.inexpensive.is a quick procedure and causes minimal surgical trauma. These features 
re particularly relevant where resources are limited 

yy or( ls: intertrochanteric fractures,external fixator, internal fixation.skeletal traction. 

IK. Pritctidouer 2003; 10(3): 195-19 7 


Introduction! 

The aim of treatment of intertrochanteric fractures is 
achieve a union in good position with least discomfort 
io the patient 1 ' 4 .In a developing country like ours,some 
tients with intertrochanteric fractures are not suitable 
for any treatment by conservative means or conventional 
■ tcntal fixation. External fixation after closed reduction 
eemed to fulfil all requirements of treatment listed above.lt 
may not be a very superior method to Richards fixation 4 ' 
* definitely a superior method to boot and bar method 

of treatment. 

Materials and Methods: 

12 cases of intertrochanteric fractures of femur were 
treated,with External Fixator from Mar 2002 to Jan 
2003 ,averaging a mean follow up of 30 weeks.The 
categories of patients treated are given in Table 1. 


Table 1: 

Description. 


Number. 

Alzheimers Disease. 


1 . 

Diabetics. 


3. 

Cardiac Disease. 


2. 

Geriatric. 


5. 

Patient with bed sore. 


1 . 

Distribution: 

Table 2: 


Male. 


8. 

Female. 


4 


Patients were investigated pre-operativclv and only those 
considered to be poor risks for conservative and 


conventional surgery(ORIF).were included in this study. 
We did not classify the fractures into stable and unstable 
groups,as the decision to operate was based upon the 
general condition of the patient. 

Technique: 

Patients were given Injection Pentazocin 
intravcnously.and Injection Diazepam was also given in 
some cases.Local anesthetic in the form of 2% Xylocaine 
was infiltrated at the pin tract sites. Patients were taken on 
the fracture table and after reducing the fracture under 
fluoroscopic control,a guide wire at an appropriate angle 
was passed to the neck and head of femur.Two 5mm 
Schanz srews were passed through the base of the greater 
Trochanter across the fracture site to the head and neck 
of femur.Three 5mm Schanz screws were inserted at right 
angles into the middle half of of the femoral shaft.Clamps 
were tightened and final position checked under the C- 
arm. 

Pin tract cleaning was done daily with hydrogen 
peroxide,saline and betadine.Intravenous antibiotics and 
analgesics were given for three days and followed by oral 
antibiotics for three days. 

m 

Static Quadriceps excersiccs were started immediately 
with active Hip,Knee and Ankle mobilization in the bed.After 
1 week the patients were made to sit up in the bed.At 3 
weeks, patients were allowed to hang their feet by the side 
of the bed. Non weight bearing ambulation was started at 
3 weeks. The patients graduated to partial weight bearing 
with crutches at 6 weeks.This was followed by full weight 
bearing at 10 weeks. 

Serial x-ravs were done every three weekly and alter 
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Pre-op(ap). 


Post-opfap), 


tf) 

Si 


* 






Pre-op(ap). 


Post-op(ap). 


n 

iO 



clinical and radiological signs of fracture union.the Fixator 

assenibh was loosened and stress views were taken and 
* 

depending on the abovc.thc external fixator assembly was 
removed 

Results: 

From March 2<M>2 to January 2003. 12 eases of 
intertrochanteric fractures were treated b\ external 
fixator.with an average follow up of 30 wccks( 16-44 
weeks) There were X males and 4 females The age of the 
patients varied from 56 years to 76 \cars(a\g 66\rs) The 
average time of union was 16 weeks 


Table 3: 


Complications 
Pin tract infection 
Pin lossenmg 


Number 

1 

1 


Pm tract infection occurred in one patient which was 
treated b\ aggressi\c antibiotic thcrapx and frequent 
dressings Pin loosening occurred in one patient which 
needed a rc\ision of schan/ screw 

n lo patients there was a shortening of less than I 


cm.and in two patients a shortening of more than 
cm.this was probably due to fixation in varus 
collapse of the neck shaft angle on weight bear ° 
Intial Knee stiffness was noted in every ease Th 
range of knee motion * was 20-30 degrees 
initially,which gradually improved over a period of 
time by physiotherapy. 

Discussion: 

The frequency of intertrochanteric fractures in our 
population is high,accounting for almost 1 case i n 
every X orthopaedic emergency admissions.Tlic use 
of external fixator was preferred in all the cases in 
this study due to their lack of fitness for undergoin 
major surgical trauma.under any type of anesthesia 
as well as prolonged recumbency The choice of 
patients for this procedure is reflected in Table 
1.Acheiving union is not a problem since 
intertrochanteric fractures arc through highly 
vascular cancellous bone 1 , the problem is to maintain 
or reconstitute the neck shaft angle. The best that a 
surgeon can achieve is to secure this position while 
allowing the patient to enjoy early ambulation"- 1 '. The 
most effective conservative method is Skeletal 
traction The results of this method are good provided 
the patients can survive the hazards of prolonged 
recumbency. In our hospital with a bed occupancy 
rate of 120%,keeping the patients on traction for 8- 
12 weeks would be difficult. A major advantage of 
external fixation is that the average stay in the hospital 
is less than 2 weeks. 

Although external fixator has been in vogue for quite a 
long time, however there have been very few previous 
reports for its use in the intertrochanteric fractures.The 
reasons probably might include; 

♦ the fear that external fixator pins transfixing the 
fracture could cause infection at that site.our 
experience has shown that this docs not occur. 

♦ the external fixator cannot provide rigid 
immobilization,our method provided a semi rigid 
fixation However this could be an advantage in 
unstable intertrochanteric fractures.'The rate of union 
in our series implies that external fixation provides 
adequate immobilization. 

The knee stiffness is probably the result of schani 
screws transfixing the vastus lateralis muscle.but it was 
temporary in all our eases as the knee motion was normal 
after few weeks of removal of fixator assembly. 

Conclusion: 

External fixator for intertrochanteric fractures offers 
advantage of preserv ing the fracture hematoma,minimal 
surgical trauma.negligible blood loss.early ambulation,a 
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--hospital stay,and removal as an outpatient 

sho fter 

P f ° C is^lmple to perform,inexpensivc and yet provides 
good resultS ' 
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INTRAOSSEOUS GANGLION: AN EXTENSION OF GANGLION 
OF SOFT TISSUES OR VICE VERSA. 


Nascer Ahmad Mir M S.; Imtiyaz Hussain Dar M.S.; Javccd Ahmad Bhat M S.; Jamccl Ahmed Mir M.S.; G.M.Wi 
M S.; Manzoor Ahmed Halwai M S.; KJmrshced Ahmed Kangoo M S. 

Abstract: Intraosseous ganglion ha\-e been reported in different bones but there are only few published reports demonstrate 
their communication with soft tissue garg/ion. 3 among 4 cases reported here have radiographic & operation documentei 
soft tissue extention of intraosseous ganglia. 

Key Words: Intraosseous - ganglion 
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Introduction 

A ganglion is a mucous filled cyst, with a fibrous wall, 
and is not a true neoplasm. It is typically connected to an 
underlying joint capsule or tendon sheath by a stalk. They 
occur most commonly in the hand and are found more 
often in women. The most common sites arc the dorsal 
carpus, generally arising from the scapholunate ligament, 
or at the palmar wrist, with origin from scaphotrapczoid 
and / or trapeziomctacarpal joints. They often occur 
spontaneously as well as after trauma and in patients with 
OA. 

Intraosseous ganglion is classified by WHO as a benign 
cystic and often multiloculatcd lesion made up of fibrous 
tissue, with extensive mucoid changes, located in the 
subchondral bone adjacent to a joint. Radiologically it 
appears as a well-defined osteolytic lesion with a 
surrounding area of sclerosis. It has been described as a 
synovial cyst, but it lacks a synovial lining. Ganglion cysts 
of bone occur typically in middle aged men at the ends of 
long bones, particularly the distal tibia. They are thought 
to be intraosseous extensions of ganglia of local soft tissues. 
They have very rarely been reported in proximal radius 1 , 
lunate 23 , ankle* . We report four cases of this rare entity 
with three of them having clinical, radiological and operation 
documented extension of local soft tissue ganglia. 

MATERIAL AND METHODS 

Intraosseous ganglia are believed to be soft tissue 
extensions of ganglia of local soft tissues but there are 
only few published reports to confirm this fact. A series 
of 4 cases of this rare entity is described with 3 among 
them having clear extension in the local soft tissues. 

CASE I: 

A 34 year adult male reported with dorsal wrist ganglion 


of 4 months duration on right side. He had dull aching of 9 
months duration in the same wrist. Clinical examination 
revealed a tense cystic swelling over mid dorsum of thei 
w-rist. X-ray show ed a lytic lesion of lunate with overlyii 
round soft tissue shadow along dorsal aspect. CT 
confirmed the lytic lesion in lunate with defect in the dorsal 
cortex of lunate through which the contents are 
communicating with soft tissue ganglion (Fig 1). Operati’ 
findings confirmed the findings. Excision of the soft tissi 
ganglion was done along with curettage of the bony lesioii 
There w as no recurrence of the lesion after one year of 
follow up. 

CASE 2: 

A 30-year-old male presented with deep tense cystii 
swelling in right cubital fossa of 6 months duration. X-n 
showed a lytic lesion of neck of the radius opening along 1 
anterior aspect of the radius and showing a soft tissue 
shadow at same level anteriorly (Fig 2). This was confirmed 
per-opcratively and soft tissue ganglion was excised along 
with curettage of the bony defect. There was no recurrence 
of the lesion after 4 years of follow up. 

CASE 3: 

A 25-vear-oId female complained of pain in lower tibia. 
X-ray show ed a small 1-sq. cm. osteosclerotic lesion just 
at the base of medial malleolus of right lower limb. CT 
scan confirmed a sclerotic focus with a radiolucent centre 
(Fig 3). Excision biopsy of the lesion confirmed the 
diagnosis. There was no recurrence after 3 years of follow 
up. !] 

CASE 4: 

A 60-year-old lady reported with pain and swelling along 
anterior aspect of right ankle of 6 months duration. X-ray 
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of the ankle showed a subchondral Ivtic lesion of tibia 
communicating anteriorly with soft tissue ganglion (Fig 
4). Excision of the lesion was done and there was no 
recurrence of the lesion after 2 years of follow up. 


JK-PRACTITIQNp tt 

bone and other debris. A synovial lining is not apparent 
since neither a distinct layer of epithelial or endothelial cells 
nor the normal vascularity associated with synovial tissue 
is present. 


DISCUSSION 

Intraosseous ganglia are histologically identical to their 
soft tissue counterparts. Most commonly they arc seen 
adjacent to the hips, ankles, knee, or wrist and are often 
mistaken for other neoplasms occurring in the epiphysis'. 
Although soft tissue ganglia arc very common, however, 
intraosseous ganglia are much rarer and typically present 
with diffuse pain related to an otherw ise normal joint in a 
healthy middle aged patient*. On roentgenography, an 
intraosseous ganglion appears as a well-demarcated circular 
radioluccnt defect surrounded by a band of sclerotic bone. 
There is no expansion of the overlying cortex or periosteal 
reaction. Varying degrees of thinning and expansion of the 
cortex are usually present in giant cell tumours, aneurysmal 
bone cysts, chondromyxoid fibroma, and fibrous dysplasia. 
Stippled calcifications may be present in chondroblastoma, 
chondromyxoid fibroma, and enchondroma, but they have 
not been described in intraosseous ganglia. The periarticular 
changes usually seen in Osteoarthritic cysts, synovial cysts, 
and evsts of rheumatoid arthritis aid in differential diagnosis. 
Histology confirms the diagnosis and readily differentiates 
intraosseous ganglia from other lesions having similar x- 
ray appearance 7 . However, the final diagnosis always 
remains in the hands of the histopathologist. Although the 
pathogenesis is unclear, intraosseous ganglia are benign 
lesions. Simple curettage with or without bone grafting is 
adequate for persistently symptomatic lesions and 
recurrence has rarely been reported *■’ . 

Intraosseous ganglion is thought to arise from an 
intramedullary metaplastic event 9 or is believed to be 
intraosseous extensions of local soft tissues. Magree (1995) 
believed intraosseous ganglion of wrists to be more common 
than previously reported and found bone scanning, 
conventional radiography, and / or MR imaging to be useful 
tools in diagnosis of intraosseous ganglion in unexplained 
wrist pain 10 . 

There are only limited cases reports of soft tissues 
ganglia communicating with intraosseous ganglion cyst like 
that of scaphoid", subperiosteal ganglion of the tibia 
communicating with knee 12 , ganglion cysts of the knee 
with articular communication l? . All these cases have shown 
communication, which was demonstrated by urografin 
injection. 

Histologically, the cyst consists of a thin fibrous wall 
encasing gelatinous material derived from mucoid 
degeneration The contents of the cyst are free of necrotic 


The pathogenesis of intraosseous ganglia is obscure 
Common soft tissue ganglia arc believed to arise from 
herniation of the synovium into the fibrous connective tissue 
surrounding the tendon sheaths and articular capsules The 
gross and histological similarity between intraosseous and 
soft tissue ganglia suggests a common pathogenesis. The 
evidence of this fact as noted by Crabbc (1966) i s ih c 
close anatomical proximity of the intraosseous lesions to 
such ligamentous insertions as the medial collateral ligament 
of the ankle, cruciate ligament of the knee, and triangular 
fibrocartilage of the wrist 14 . 
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On hundred and sixty patients of low back pain of more than three months attending Institute of Medicial 
Srinagar. Kashmir. India were studied, the available data including age. sex. other associated complaints. 
$cienc eS < ^ a tus, vocationalfactors and detailed previous and present backache symptoms were analyzed. A thorough 

socio ec0 xam j na ijon and examination of spine along with relevant investigation were studied. Four groups of forty 
phys ic « ectc ) 1 group were assigned to four different treatment regimens including moist heat and exercise, combined 
l Hllie "uiW md exercise, drugs and exercise, and low intensity SWD (placebo). ILT+MIVD and exercises were found 
ILT+M" u other three regimens in the treatment of chronic low back pain. 

superior to 

i ('hronic low back pain. Drugs. Physical Modalities, 
keyword- 
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"Vhc importance of back pain syndrome is due to their 
. • u nrovalence in the community and their effect on the 
b'lfvidual in terms of pain and disability'. Almost 80% of all 
T ocoplc experience back pain to some extent during their 
live life* 2 a pnee paid for uprightposture. 

^ Back pain in most cases is self limiting, with recovery 
ithin one month in 70% and within two to three months 
'' 90 % while about 4% seem to have a duration exceeding 
six months-. Although the course is usually benign, but the 
mber of severely disabled people is considerable owing 
" othe general occurrence of the ailment, so the problem of 
chronic low back pain is of great magnitude medically, 

socially and economically. 

The back pain patients, with more than six months 
incapacity to work have been found comparable in number 
with those unfit for work due to rheumatoid arthritis and 
heart ailments 4 with only 50% of patients ultimately return 

to work 5 . 

The men and women are equally affected, most 
commonly between the age of 30 and 55 years 6 . Although 
the long term disability is much prounced in the older age 
groups but it is clear that the back pain usually affects men 
in their most productive life where as women often report 
low back pain symptoms after the age of 60'. The back 
pain is a clinical manifestation that can be caused by a 
variety’of known diseases and morphological changes. The 
herniated disc is thought to account for 5% of all the cases 6 
The back pain is also caused by infections, tumours, 
fractures and osteoporosis, ankylosing spondylitis. 


rheumatoid arthritis, spinal stenosis and intra-abdominal 
or intrapcivic diseases. Many of back pain patients do not 
fall in any of the above mentioned categories and the other 
associated risk factors including involvement in occupations 
that require repetitive lifting in forward bend and twisted 
position, exposure to vibration caused by vehicles or 
industrial machinery, ,0 - 11 cigarette smoking 12 and obesity 
should be thought of. Depression, anxiety, hysteria, 
alcoholism, increased divorce rates and health problems 
like headache and ulcers arc frequently reported in chronic 
back pain patients 1 ' 1415 . 

The low back pain so common a disorder and despite 
the frequency of this health problem little is known regarding 
the efficacy of specific treatment regimens. Although the 
physical modalities are often the treatment of choice, yet 
very' few studies are available regarding the comparative 
efficacy of different modalties. The study has, analysed 
chronic low back pain and cqmpared efficacy of different 
physical modalities in patient outcome. 


Material and Methods 

This prospective study was carried at Institute of 
Medical Sciences. Soura, Srinagar, Kashmir, India, 160 
patients attending Physical Medicine & Rehabilitation and 
Internal Medicine departments from January 1989 to 
December 1991 for low back pain with symptoms for more 
than three months were studied. In an effort to assemble a 
group of uncomplicated mechanical back pain, the patients 
with pregnancy, back surgery, spondylolisthesis, tumours, 
fractures, infections, senile osteoporosis and structural 


From the Department of Physical Medicine and Rehabilitation. (Tasleem. Prof. Bashir). Internal Medicine IKoul 
Kadri) SKIMS, Soura, Srinagar, Kashmir, India. 

llZfonTnTor Reyaz A. Srinagar 190001 Kashmir. India. E-mail: kadnsm@sancharnet.in 


Vol 10 No. 3 , July- September 2003 





scoliosis were excluded. 

All the available data including age, sex, other associated 
complaints, socioeconomic and vocational factors with 
complete questionnaire about previous and current back 
symptoms were made. All the patients taken in the study 
were subjected to a thorough physical examination with 
special stress on the examination of spine, the patients were 
subjected to routine investigations including hematological 
and biochemical tests with radiography of chest, 
lumbosacral spine and other investigations like 
Reheumatoid factor, ANA, HLA-B27, bone san, 
myelography and CT Scan wherever needed. On initial 
assessment the history of back pain was summarized and 
the duration of the current episode was recorded. The 
intensity and quality of pain and degree of functional 
limitation were analyzed in the following way. The patients 
were asked to choose one of the following descriptions of 
their pain. 

1. Terrible pain. 

2. Intense pain 

3 Sharp stabbing pain 

4. Spasmodic pain 

5. Intense dull ache 

6. Slight stabbing pain 

7. Slight dull ache 

8. Feeling of discomfort 

9. Feeling of stiffness 

10. Feeling of exhaustion. 

The numbers 1 to 5 were pooled into one group under 
the designation “intense pain” and remaining as “slight pain”. 

To assess the functional limitations, patients were asked 
about 10 different daily activities like walking, walking in 
stairs, running, stooping over a wash basin, carrying a 
bag. making a bed. riding in a car, going to the market, 
participating in sports, sitting for a longer period of time 
and are asked whether they could perform it and if so 
whether with or without pain aggravation. The points to 
three possible answers (No difficulutics, painful but 
possible, not possible owing to pain) were recorded. From 
the above observations the “pain index” was formulated to 
ascertain the intensity of pain. The range of the “pain index” 
varies from 0-70 points (0-No pain and 70 - maximum 
pain). 


Question regarding the “pain index” 


Symptoms No Yes 

Intensive pain 0 15 

Sleep disturbing pain 0 5 

Continuous pain 0 5 

Increased pain when coughing and sneezing 0 5 

Increased pain when flexing back 0 10 

Increased pain when extending back 0 10 

Functional limitation (10 questions each 
ranging from 0-3 points) 0 30 


The localization of the pain was plotted on a era h 
The presence of postural scoliosis, muscle spasm and pai n 
on palpation and percussion were noted. The range of 
motion and aggravation of pain in different planes of motion 
were registered. Flexion, lateral flexion and extension were 
measured by Schobcr’s modified method as modified h 
Moll and Wright 1971 l6 . V 


Flexion was measured by plotting marks on the 
lumbosacral junction and ten centimeters above and five 
centimeters below the lumbosacral junction. The distance 
between the upper and lower marks were measured in 
standing erect and then in maximal flexion. The difference 
between the distances represents the ability to flex the 
spine. 

Lateral flexion was measured by plotting one mark on 
the iliac crest and other mark on a horizontal line through 
the xiphoid process in the mid axillary line of the trunk 
The distance between the two marks were measured in 
standing erect and in maximal lateral flexion. The diDDfercncc 
between the distances represented the lateral flexion of the 
spine. Extension was measured by using the same marks 
as in lateral flexion. A thread with a pointed weight was 
held so that the point of the weight coincided with the 
lower mark. The patient was then asked to bend backwards 
as much as possible. The pointed weight traversed the 
flank. The distance measured represented spinal extension- 
rotation was measured with a gomometer with the patient 
sitting. 

The patients were randomly assigned to one of the four 
treatment regimens. 


Group A- (40 Patients) Moist heat and exercises 
Group B-(40 Patients) Combined therapy of intermittent 
lumber traction with MWD and exercises. 

Group C-(40 Patients) Drugs and exercises 
Group D-(40 Patients) Placebo (Low intensity SWD) 
The moist heat was given daily' for 20minutes with hydro 
collator packs preheated to a temperature of 150 degree 
Fahrenheit. These hydro collator packs are enclosed packs 
of silica gel, which are heated in a stainless steel cabinet 
having a thermostat up to 160 degree Fahrenheit. These 
packs maintain heat for longer period and convicnently used 
for 20-30 minutes treatment periods without reheating. The 
packs are wrapped in several layers of towel to provide 
uniform distribution of heat and prevent skin bums. 

The combination therapy of intermittent lumber traction 
(ILT) with Micro wave diathermy (MWD) was given with 
traction intermission programme between 5 & 20 seconds 
and on a average 12 to 18 kgs of traction weight was 
applied except for obese and overweight patients, where 
the maximum traction weight applied was up to l/3rd of 
total body weight. The MWD given has penetration intensity 
beyond sub dermis up to the bone depending upon the 
applied intensity. The total therapy time was 20 minutes. 
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q drugs used were mostly NSAID’s of which 
1° ^ r ° U Diclofenac sodium. Salicylates, Indomethacin, 
ppr° fen ’ m inophcn were prescribed with Diazepam 
and ^ ce nee ded. The drugs were given by mouth in 
w hene vcr ^ therapeutic doses. The selection of the drugs 

f^T'c'on the patient’scompliance. 

\vas do' 1 Group d patients short wave of lowest intensity 
To u ' c ^ j Ql produced at tliis intensity may at the 
was g‘ ven ■ ‘ ‘l local blood flow of the subcutaneous 
nl0St U^tlie therapy was regarded as a placebo. Exercises 
tissue,do ^ ee t rea tment regimens were same wheih 

crook lying, pelvic tucking, and restricted 
include ^ hamstring stretch exercises. The exercises 
quadncoP^ d gra dually untill all the exercises were 

' V !fonncd by Uie patients. 

trca tment protocols were prescribed for 10 days 

1116 week) per month for a period of 3 months and 

@ • {Je intervening period and after the completion of 

^ unng ntion therapy the patients were encouraged to 

' nlefV e the exercises at home usually different technique 

COntm -.me basic principle to sustain the beneficial effects 
but on same 

0 f intervention therapy. 


Observation and Discussion 

The study patients consisted of 91 males (Age range 
r .j m edian 40.89 years) and 69 females (Age range 
16-64 years median 38.58 years). 92(57.5%) patients were 
f "in lower middle class and 41(25.6%) were from upper 
fiddle class with 19(11.8%) from lower class and only 
8(5%) patients were from upper socioeconomic group. 

There were other associated complaints like chronic 
duodenal ulcer in 6 patients. Two patients were suffering 
from irritable bowel syndrome where as two patients each 
had cervical spondylitis, adhesive capsulitis, osteoarthritis 
knee and fibroparenchymal chest lesions. The evaluation 
of risk factors revealed that 69(43.1%) subjects had 
psychological symptoms in the form of anxiety or 
depression. The time between onset of back pain and the 
initial assessment of patients ranged from 3 months to 8 
years (median 13 months), straight leg raising test was 
positive in 52% of patients while only 14% had positive 
below 60 degree. Almost 90% of the patients had pain on 
lumber flexion. The mean values of extension and lateral 
flexion were within normal limits and a minority of the 
patients experienced pain during these movements. Pain 
on percussion was noted in 38% and tenderness on palpation 
in 26% of the patients. Less than 20% of the patients had 
a postural scoliosis where as about 28% patients had 
prounced muscle spasm. In this study an attempt was made 
to acheive homogenecitv of the diagnosis in the studied 
group by only including patients with. 

1. Pain in lumber region with or without radiation to 
the thigh. 


2. Duration of symptoms more than three months. 

3. Exclusion of patients with definite disease entities. 

However nothing can be said with certainty about the 

homogcnecity of underlying causes of the pain in the studied 
group because of knowledge about the etiology of back 
pain also makes it difficult to find objective methods of 
assessing clinical manifestations. Thus the clincial methods 
available for measuring the mobility of the spine or the 
strength of certain muscles lack normal values. Further 
more when pain is present the difficulties in obtaining 
objective values increase, since the investigator obtains the 
patient's own assessment of the pain intensity and functional 
limitations rather than measurement of mobility and strength. 

In this study, our results fail to demonstrate significant 
differences between the different treatment approaches on 
all outcome parameters. There is a marginal trend indicating 
that the longer the time elapsing between the onset of 
symptoms and start of therapy, longer is the time taken for 
recovery. A pronounced difference between Group D 
(Placebo) and other three groups were demonstrated. The 
patients of Group B (combined 1LT+MWD & Exercise) 
especially with positive SLR test and radicular pain showed 
a faster recovery with increase in range of movements of 
spine especially forward flexion, the patients with marked 
postural scoliosis showed a rapid initial improvement with 
moist heat and exercises, however the results did not reveal 
any marked differences between Group C (Drugs and 
exercises) and placebo group. Hurwitz et al 17 also stated 
that the physical modalities used by chiropractors in the 
managed care organization did not appear effective in the 
treatment of patients with low back pain, although a small 
short term benefit for some patients could not be ruled 
out. 

Linda and Bombarier 18 acknowledged the trend of using 
elcctrotherapeutic and thermal modalities in management 
of chronic low back pain with uncertain effectiveness The 
poor evidence of efficacy existing for the use of different 
physical modalities in treatment of patients of chronic non 
specific low back pain has also been stated by Nordin and 
Compello 19 , Ernst and Fialka 20 also emphasized the definitive 
assessment of present employed physical treatment 
modalities as enough controlled trails have not been carried 
out. 

The study concluded that combined therapy of 
intermittent lumber traction with Microwave diathermy and 
exercises for the treatment of chronic low back pain is 
superior to other three regimes and none the other three 
therapeutic regimes are symptomatically superior to one 
another. 
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IjjllVEILLANC E OF VACCINE PREVENTABLE DISEASES IN 
THR EE BLOCKS OF GOVT MEDICAL COLLEGE SRINAGAR 


ri <^ MP; Prof. M A Masoodi MD ___ 

could identify only three cases of tuberculosis accounting for 0.12% of total children. 194 cases ofperlusis 
* 5 Otinting f (,r of total children. Of the total 28 measles cases the enquiry revealed that only 7 cases were 

aCC ]U nized and the remaining 21 cases unimmunized. Of the total children surveyed. 99.66% had received measles 
cine. Among partially immunized children. 69.19% were not affected at all. It was noted that only 3 suspected cases 
'of acute flaccid paralysis were found from the three blocks under study which were latter classified as non-polio. 

ftey words: vaccine preventable diseases, measles, perlusis. immunization coverage 
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INTRODUCTION; 

India has large number of children, with 72 babies dying 
out of every 1000 babies bom in a year. 1 Diseases of early 
childhood, preventable by vaccination remains a serious 

blem in developing countries despite the continuing 
increase in proportion of children receiving vaccines 2 . 
Vaccine preventable disease are decreasing with NNT 
Elimination (Neonatal tetanus) in near future. Measles 
incidence decreased since 1992 and polio is expected to be 
eradicated by 2005 AD with the help of pulse polio 
immunization. In 1993. Global Programs on vaccine (GPV) 
was launched to sustain high levels of immunization 
coverage, develop good surveillance network for VPD 
(Vaccine Preventable Diseases) and evolve eradication 
strategy. Success in U1P (Universal Immunization 
Programme) Led to launch of CSSM (Child Survival and 
Safe Motherhood) Program in 1992 and RCH 
(Reproductive Child Health) program in 1997 incorporating 
immunization as one of the major components 5 . 

Each year around 12 million children aged <5 years die 
in resource poor countries and 70% of thee deaths are due 
to communicable diseases and or due to malnutrition. Since 
mid-1900 the WHO has been leading the development of 
an integrated approach to care for ill children at the primary 
care level, a programme known as integrated management 
of child hood illness. This approach combines improved 
management of childhood illnesses (IMCI) with aspects 
of nutrition, immunization, and maternal health. This 
programme replaces or complements a number of vertical 
programme that were aimed at specific groups of conditions 
including Control of Diarrhoeal Diseases (CDD), acute 
respiratory infections (AR.I) and expand the immunization 


programme (EPI). This approach has many advantages 
because it is well accepted by pediatricians in tropical 
countries and also because it conforms to secondary care 
practice.' 

Methodology 

While assessing the implementation programme of 
immunization being in force at state and national level, an 
attempt has been made to review the success in relation to 
its acceptability, concept, and incidence of its related 
diseases. With this in mind, immunization assessment has 
been carried out in the field practice areas of go\t. medical 
college Srinagar It is a purely a sample based study and 
the enquiry has been restricted to children under five years 
of age. For this purpose, a stratified random sample of 12 
villages has been drawn from all the villages falling within 
the jurisdiction of three medical blocks namely Hazratbal, 
Gandcrbal, and Lar. The frame constituted two lists of 
villages in hilly and plain areas separately. With this 
stratification, four villages have been selected at random 
from each block, using two and three digit tables, two 
villages from hilly, and two from plain areas separately. 
Four proformas were initially devised to undertake the 
study, before being introduced in the field they were 
pretested, and necessary modification made wherever need 
arose. The reference period of the study being from l 4 ' 
April 2000 to March 2001. The magnitude of VPD (vaccine 
preventable disease) was also recorded. A case definition 
for vaccine preventable diseases was used 


including Control of Diarrhoeal Diseases (CDD), acute CLINICAL DIAGNOSTIC CRITERIA: 

respiratory infections (AR.I) and expand the immunization DISEASE CLINICAL CASE DEFINITION 

Diphtheria: Illness characterized by laryngitis or 
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0-1.5 68 18.3 120 35.1 188 26.4. 303 81.7 222 64.9 525 73 

1.5- 2.5 85 27.6 87 30.5 172 29.0 223 72.4 198 69.5 421 7l ! 

2.5- 3.5 71 27.6 98 43.4 169 35.0 186 72.4 128 56.6 314 65 

35-4.5 63 29.4 106 59.6 169 43.1 151 70.6 72 40.4 223 56 o 

4.5- 5 38 21.1 17 12.3 55 17.3 142 78.9 121 87.7 263 827 

Total 325 24.4 428 36.6 753 30.1 1005 75.6 741 63.4 1745 69g 


Note: Fully children stands age appropriateness of children covered under OPV, DPT, BCG, and measles. 


Measles: 


Pertusis: 


pharyngitis or tonsillitis and adherent 
membrane of tonsil, pharynx, or nose 
Any person with fever and maculopaular 
rash and cough, coryza and conjunctivitis. 
Any person with coughs lasting at least 
for two weeks with one of the following: 

♦ Paroxysms of cough 

♦ Inspiratoiy whoop. 


doctors in the study area was made. They were requested 
to report by telephonic measures or through personal 
contact the patients detected as being VPD if they fall from 
the study area. The data was supplemented by surveillance 
from the referral hospital namely Govt, pediatric hospital 
The resident doctors were requested to intimate any VPD 
from the study area. 


♦ Vomiting immediately after coughing Observations: 


without other apparent cause 
Poliomyelitis: Any child less than 15 years of age with 

AFP ( acute flaccid paralysis) or any 
person with paralytic illness when polio 
is suspected other causes being excluded 
like Trauma. Guillcin Barrc Syndrome etc. 
Neonatal Tetanus: Suspect: - any neonatal death between 

3 and 28 days of age in which cause of 
death is unknown or any neonate reported 
as having neonatal Tetanus but not 
investigated. 

Confirmed: Any neonate w ith a normal ability to suck 

and cry during the First two days of life, 
w ho between 3 and 28 days of life cannot 
suck normally 

Since clinical case definition of tuberculosis is difficult 
because there can be silent infection as we as varied clinical 
picture so, tuberculosis children whenever suspected were 
got confirmed and investigated at Govt. Children Hospital 
by a pediatrician. As for as poliomyelitis is concerned, for 
confirmation approximately 8-10 gms of two stool samples 
were collected 24-48 hours apart, within 14 days of onset 
of paralysis and were transported to the regional testing 
laboratory i.e. Central Research Institute Kasuli Himachal 
Pardesh. The help of WHO surveillance officer was taken 
in this regard. A 60-day follow up was made to see for 
residual paralysis. Surveillance units were set up at block 
headquarters with doctor available. Since most of the 
centers remain closed after 4 pm , hence a list of practicing 


The population of the 12 villages sampled totaled to 
17,063 comprising of 1772 house holds which gives an 
average of 7.6 members per house hold Number of 
children less than 5 years old per family averaged 1.4. This 
needs to be mentioned here that all the selected villages are 
predominantly rural but appears to be well equipped in 
relation to the available facilities. All the selected villages 
have approach to the health unit and AWC are functioning 
in all these areas. In all 2499 children, less than 5 years of 
age have been surveyed during the reference period of which 
53% were males and 47% females. The immunization status 
is given in table 1. ‘ 

As far as vaccine preventable diseases are concerned, 
we could identify only three cases of tuberculosis 
accounting for 0.12% of total children, 194 cases of pertusis 
accounting for 7.76% of total children. As regards measles 
only 28 cases could be identified which accounted for only 
1.12 % the specific details in relation to age and sex is 
shown in table 2. 

The situation necessitated to asses the significance of 
these vaccines in relation to the affected cases. This has 
been shown in table 3, which shows efficacy of measles 
vaccine in children < 5 years age. Of the total 28 measles 
cases the enquiry revealed that only 7 cases were immunized 
and the remaining 21 cases unimmunized. Of the total 
children surveyed, 99.66% had received measles vaccine.. 
Among unimmunized children, 69.19% were not affected 
at all. As such chi-square test has been applied with the 
view to assess the efficacy of vaccinations which depicted 
highly significant results at p<0.001. As such, it was inferred 
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Vaccine 


Sex 


preven 

disease 


table 


Tuberculosis 


pertusis 


Measles 


Table 2. 

Incidence of vaccine preventable disease 

in children bellows 5 years. 





Age in years 

0-1.5 

1.5-2.5 

2.5-35 

3.5-4.5 

4.5-5 

Total 

Male 

No. 

- 

- 


2 

• 

2 


% 

- 

- 

- 

0.93 

• 

0.15 

Females 

No. 

— 

- 

- 

1 

1 



% 

- 

- 

. 


0.72 

0.09 

Total 

No. 

- 

- 

- 

2 

1 

3 


% 

- 

- 

- 

0.51 

0.13 

0.12 

Males 

No. 

21 

29 

17 

39 

31 

137 


% 

5.66 

9.42 

6.61 

18.22 

17.22 

10.30 

Females 

No. 

9 

17 

14 

11 

6 

57 


% 

2.63 

5.96 

6.19 

6.18 

4.35 

4.88 

Total 

No. 

30 

46 

31 

50 

37 

194 


% 

4.21 

7.76 

6.42 

12.76 

11.64 

7.76 

Males 

No. 

4 

3 

4 

• 

2 

13 


% 

1.08 

0.97 

1.56 

. 

1.11 

0.98 

Females 

No. 

6 

5 

2 

1 

1 

15 


% 

1.75 

1.75 

0.88 

0.56 

0.72 

1.28 

Total 

No. 

10 

8 

6 

1 

3 

28 


% 

1.40 

1.35 

1.24 

0.26 

0.94 

1.12 



(-) dash stands far nil. 


that 


vaccine is very much effective against the disease. 


TABLE 4 Significance of DPT vaccine on pertusis in children < 5 

years of age. 


tar! E 3 Significance of measles vaccine in children bellow 5 

years 


Immunization 

status 


Children below 
Affected 


years 

Not Affected 


Total 


immunization 

status 


Immunized 
Unimmunized 
Total 


Children below 5 years 


Affected 

No. 

7 
21 
28 


% 

0.34 

32.81 

1.31 


Not Affected 
No. % 


Total 


2069 

43 

2112 


99.66 2076 
67.19 64 
98.69 2140 



No. 

% 

No. 

% 


Immunized 

Unimmunized 

Total 

54 

140 

194 

3.01 

19 89 

7.76 

1741 

564 

2305 

96.99 

80.11 

92.24 

1795 

704 

2499 


Note: of the total children 359 children were not eligible 
for immunization being bellow 9 months as such these have 
not been included and no one suffered from measles Chi- 
square (xr): 495.43 

P value: <0.001 highly sign if) can t 

Results: The chi-square test applied for assessing the 
relation between the attributes depicts highly significant 
results at p < 0.001 and as such it is concluded that the 
vaccine is very much effective against the disease. 

Like wise significance of the DPT, vaccination in 
children suffering from pertusis has also been evaluated 
and placed in table 4. Of the total immunized 96.99% of 
the cases were not affected at all and in 19.89% of 
unimmunized children disuses was seen. Similar treatment 
of chi-square test ahs been applied with the view to assess 
the efficacy of vaccinations which depicted highly 
significant results. As such, it was inferred that vaccine is 
very much effective in preventing and controlling pertusis. 


Chi-square (x 3 ): 201.20 

P value: <0.001 highly significant 

Results: The chi-square test applied for assessing the 

relation between the attributes depicts highly significant 

results at p < 0.001 and as such it is concluded that the 

vaccine is very much effective against the disease. 

As for as acute flaccid paralysis (AFP) cases is 
concerned, it was noted that only 3 suspected cases from 
the three blocks under study have been reported irrespective 
of the present study. The stool samples of these cases 
were collected and sent for wild virus isolation bur the 
results were contradictory. A 60 day follow up of these 
cases was made and no residual paralysis cold be 
ascertained. 

Discussion: 

Kashmir is situated entirely in the Himalayan region and 
is northern most state of the country. It is a cold region 
with the seasonal temperatures varying from -10 °C during 
winter and 35°C in summers. The present study was 
undertaken in all the three blocks representing the field 
practice areas of the Govt. Medical College Srinagar namely 


Vol. 10 No. 3, July- September 2003 

207 





block Hazratbal, Ganderbal and Lar. These blocks have 
village strength of 128, 96. and 55 with the population of 
98108; 91503 and 49993 respectively. Out of which 12 
villages have been randomly selected with a population of 
17063 that makes about 7.11% of total study population. 
About 69.9% of the children in the experimental area were 
fully immunized, 30.1 % of children in the age group of 0- 
5 years were found to be partially immunized. No 
unimmunized child was noticed in the experimental area. 
As per NFHS-2. (6) survey the figures for J&K for fully 
immunized children stands at about 60-79%. The absence 
of non- immunized children in the study area speaks about 
the health awareness of people boosted by the NID's 
campaign. This campaign has also given our health workers 
an opportunity to advocate routine immunization. 

As for as vaccine preventable diseases are concerned, 
the present study found only three cases of tuberculosis in 
the age group selected which accounts for about 0.12%. 
Rao and Bharmbe MS (7) detected about 20 such cases in 
infancy and about 266 cases in the age group of 1 -14 years 
in a hospital based study carried out from \ ear 1982-86. 
The low percentage of tuberculosis patients in the present 
study population can be explained because of difficulty in 
diagnosing the disease especially in initial stages or because 
of varied clinical presentation of tuberculosis in children. 

About 196 cases of pertusis were detected in the 
experimental area that accounted for about 7.76%. Rao 
and Bharmbe MS (7) detected about II such cases in a 
hospital-based study. As per WHO report on vaccine 
preventable diseases (8), about 11.264 cases of pertusis 
were reported from India for the year 1999. More cases in 
area proportionate to the national figures can be 
explained because of high dropout rate of DPT booster. 

Twenty-eight cases of measles were reported from the 
study area that accounted for about 1.12% of the study 
population. Rao and Bharmbe MS (1991) detected about 
111 such cases in a hospital-based study. As per WHO 
report on vaccine preventable diseases (2000). about 21.013 
cases of measles were reported from India for the year 
1999. 

As for as acute flaccid paralysis is concerned (AFP) 
only three such cases were detected in the study blocks 
irrespective of the study villages. Confirmation of these 
showed them to be non-polio in origin. The 60-day follow 
up of these cases also proved them to be non-polio. For 
the \ car 1999, 1126 cases of wild poliovirus were detected 
from India mostly from UP and Bihar. The number 
decreased to about 263 wild poliovirus cases for the year 
2000. 80 cases of AFP were detected from J&K in the 
\car 2000. out ol which 79 were non-polio and only one 
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case was pending for confirmation (9). 

The figures with measles and pertusis called f 
checking the efficacy of vaccines DPT and Measles ™ 
controlling these diseases. Both of these were found to b” 
highly effective in preventing the diseases. Kandpal SD 
(10) found that 96.50% of cases that were immunized with 
measles were Seropositive for the antibody titer, while as 
only 3.5% were Seronegative. This shows the efficacy 0 f 
the vaccine in preventing the disease. Bhandari R ct al (1 1 n 
reported that three doses of DPT produced a high 
seroconversion rate of antibody titer against diphtheria 
pertusis, and tetanus. 

No case of diphtheria and neonatal tetanus was detected 
from the study area. As per WHO report on vaccine 
preventable diseases (2000), about - 1786 of diphtheria and 
610 cases of neonatal tetanus were reported from India 
for the year 1999. Nil case in our study speak about the 
efficacy of DPT in preventing diphtheria. This could be 
also due to high herd immunity. The high percentage of 
TT2/boostcr coverage for pregnant woman as well as safe 
delivery practices could be the reason for nil case of neonatal 
tetanus. 


CONCLUSION 

Vaccine preventable diseases although decreasing yet 
in certain areas they arc still a public health problem. What 
is needed is an effective surveillance for the same as well 
as improving the immunization coverage so that effective 
measures arc adopted. 
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-^IBONOPHTHIS AND NEPHROLITHIASIS - AN UNCOMMOON 

JgSOCIAITON 


. ^..ptn M.P-, P-M., MNAMS; S.K. Bali M.D., D M.; Pawan Suri M.B.B.S. _ 

phronophthisis and medullary cystic disease constitute 2-10% f the hereditary renal diseases. On genetic 
Nephronophthisis can be infantile, juveile or adolescent. Only familial juvenile nephronoophthisis is associated 
^hew e xlr ° renal invoIvemenL However - no association with nephrolithiasis has been mentioned in English literature, 
"fjere present a case of juvenile nephronophthisis with extra renal involvement an nephrolithiasis. 


, u ior(E: Medullary Cystic disease, nephronophthisis, tapeto retinal degeneration, cerebellar degeneration, cone shaped 
epiphysis, 'nephrolithiasis. 
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Introduction 

Nephronophthisis (NPH) and medullary cystic disease 
fMCD) represent a disease complex with genetic 
heterogccity, but have also been discussed as separate 
ntities. This complex was 1st described by Fanconi in 
^951 and fewer than 300 cases have been reported by 
1980 NPH is responsible for at least 10% of renal failure 
• children and NPH and MCD combined together account 
for 4% of all hereditary renal disorders. 1 NPH is an 
autosomal recessive disorder and can be an infantile, juvenile 
or adolescent form while MCD is an autosomal dominant 
disorder and ooccurs in adulthood. Only juvenile form i.c. 
familial juvenile nephronophthisis is associated with an extra 
renal involvement i.e. retinal defects, skeletal abnormalities, 
aminoacidurias, hepatic firbrosis and lesions of central 
nervous system. 


Case Report 

RK a 14 years old female, non-diabetic, non 
hypertensive was admitted with the complaints of polyuria 
and polydipsia; diminution of vision; anaemia and Weakness; 
difficulty in walking; passage of cry stal like material in 
urine and sudden onset of acute breathlessness. On eliciting 
the history- from parents, she was a daughter of a 
consanguinous marriage with delayed milestones and 
started with the symptoms of polyuria and polydipsia at an 
age of 2 years. It was associated with an increase in craving 
for salts and salty foods. She used to take an excess amount 
of salt in food than any other family member. Again at the 
age of 2-3 years, she had difficulty in vision which was 
progressive in nature and vision got deteriorated to the 


extent of finger counting in right eye and was almost blind 
by left eye at the time of admission. At the age of 8 years 
she used to have generalized body aches and pain in bones 
& joints. This was followed by difficulty in walking and a 
sense of imbalance and falling towards the left side more 
as compared to the right side whenever she used to close 
her eyes. She used to walk with wide based gait and was 
not able to run . For the last 2 years she gave history of 
passing stones in the urine about four such episodes, which 
were crystal like white in colour and not associated with 
hematuria or pain. On examination, weight and height were 
below 3rd percentile and BMI was 13 kg/m2. There was 
marked degree of pallor annd horizontal nystagmus with 
half and half nails signifying chronic renal disease. Pulse 
was 84/mt. regular and good volume and BP in right arm 
was 120/84mmhg. There was no abnormality in chest, 
CVS and abdomen. Apart from generalized wasting, gait 
and coordination abnormality, central nervous system 
examination did not reveal anything. In coordination 
abnormality, there was dysdiadokonesi and impairment of 
finger nose test heel shin test on left side more as compared 
to right side. She used to walk with a wide based gait with 
swaying towards either side more towards the left. 

On inestigations Hb-8gm%: TLC= 1 2,000/ emm: 
P70L26E2M2: Urea - 289gm/dl: creatinine - 7.6mg/dl. sr. 
uricacid=6.9mg/dl: B. sugar-11 Omg/dl: ABG showed 
metabolic acidosis. Serum electrolytes are shown in Table 
(1). Urine showed albumin (+): sugar - nil: puscclls - 2-3/ 
HPF:RBC-0-l/HPF: Urine PH-6.0 and specific gravity - 
1.005. Urinary electrolyte are showen Table (2). 


From the Department of Medicine Govt. Medical College, Jammu (Prof. Gupta, Bali, Suri) 
Received: April 2002 Accepted March 2003 

Correspondence: Prof. Vijay Gupta. Head Deptt. of Medicine, Govt. Medical, Jammu. 


Vol. 10 No. 3, July- September 2003 

209 










JK-PRACTITIONFB 


Table-1: 


Electrolyte 

Serum 

Normal 

Sodium 

123meq/1t. 

135-150 meq/lt. 

Potassium 

3.0 meq/lt. 

3.5-5.5 meq/lt. 

Calcium 

7.2 mq/dl. 

8-10 mq/dl. 

Magnesium 

1.4 mg/dl. 

1 .7-2.6 mg/dl. 

Phosphorous 

6.2 mg/dl. 

3.5 mg/dl. 

Table -2: 

Electrolyte 

Urine 

Normal 

Sodium 

630 mmol/day 

100-260 mmol/day 

Potassiu 

75 mmol/day 

25-100 mmol//day 

Calcium 

1350mg/day 

<300 mg/day 

Magnesium 

1 .8mg/dl. 

1-13 mg/day 

Phosphorous 

6.5 mg/dl. 

20-60 mg/dl. 


Stone Analysis revealed noo uric acid but crystals of 
calcium, citrate and few cystine crystals. X-ray of the hands 
showed cone shaped epiphysis in phalanges 1 and plain x- 
ray abdomen showed bilateral calculi in kidneys.. 2 Usg 
Abdomen showed bilateral small kidneys (Rt 5.7 x 2.4 & 
Lt. 5.1 x 2.3 cm) with multiple renal stones and poor 
definition of corticomcdullary -junction.'- 4 MR! of the brain 
showed earlj- features of cerebellar degeneration 5 - 6 - 78 - 9 and 
Retinal examination revealed bilateral retinal 
degeeration." I2I ' M 

Discussion 

Ncphronophthisis is characterized by a chronic diffuse 
interstitial nephritis with few or no inflammatory cells and 
the presence of cysts in the medulla. The presence of these 
cysts has given rise to the term medullar)- cystic disease in 
American literature 2 whereas Fanconi ct al (1951)' 
emphasized the atrophy of renal tubules and parenchyma 
and proposed the term 'Nephronophthisis: However, some 
authors have proposed the term ‘medullar)’ cystic disease’ 
for the disease occurring in adults with a dominant 
inheritance and the term ‘nephronophthisis' for the 
recessive forms, which seem by far the most common'. 

Delayed onset of polyuria after birth excludes the 
diagnosis of nephrogenic diabetes insipidus, but polyuria 
after birth excludes the diagnosis of nephrogenic of normal 
renal function. Most children have a decreased glomerular 
filtration rate at presentation and the associated symptom 
(hyposthenuria and normal urinalysis) tend to suggest 
disorders such as renal hypoplasia and urinary tract 
malformations which are the frequent causes of renal 
insufficiency in children. These diseases have very similar 
symptoms but more often produce signs of abnormal 
development during first year of life. Radiological 
investigation excludes these renal disorders. Practically the 
presence of renal insufficiency with marked polyuria in 
absence of hacmaturia or proteinuria, with a normal urinary’ 
tract and kidneys of normal or reduced size occurring in 
patients aged from 3 to 15 or 18 years is highly suggestive 


of nephronophthisis.. 5 

The deserfiption of nephronophthisis in the literature ' 
confusing since they include real diseases with variou. 
clinical features: different modes of inheritance and 
associated with various disorders. Eye association with 
nephronophthisis has been estimated as 40 percent of 
published cases. Early blindness due to cloboma, cataract 
retinitis pigmentosa of various origins or even simple 

anomalies without extinction of the eleclrorctinographic 

tracings have been reported as ‘Seniors Syndrome’ or 
Senior Lokcn Syndrome. 6 

Similarly, associaton of nephronophthisis with retinal 
degeneration resembling Icbcrs’ Amaurosis, cone shaped 
epiphysis and cerebellar ataxia have been tcred as ‘Mainzer 
- Saldino Syndrome 7 - 8 while the association of 
Nephronophthisis with liver fibrosis is called ‘Boichis 
Syndrome 9 and may occur in combination with deafness 
cereballar ataxia and tapeto retinal degeneration 10 
Association of nephronophthisis and retinal degeneration 
in association with asphyxiating thoracic dystrophy have 
been termed as ‘Jcuncs Syndrome’. The association of 
nephrolithiasis with juvenile nephronophthisis has not been 
mentioned in English literature. However, in addition to 
nephronophthisis, our patient had retinal degeneration, 
cerebellar ataxia, cone shaped epiphysis and nephrolithiasis. 
(The unusual presence of renal stoes in this disorder along 
with other extra renal organ involvement should make one 
to rename it as a separate syndrome). 
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^^^Tj^fvement of the central nervous system during the course of endocarditis is uncommon and clinically 

Abstract- ^ jnit j a l or presenting complaint involves the nervous system in a lesser number of patients. We report 

,nip° rl(,n f . u barachnoid hemorrhage, as the presentation of infective endocarditis of aortic valve, 
occurrence oj • 


Ke) 


rtls- Infective endocarditis, mycotic aneurysm, subarachnoid hemorrhage. 
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Introduction^ ncur 0 i 0 gi ca l disturbances occur in about 

VTof patients with endocarditis', including toxic 
0 n 6 n.'sional st atcs, psychiatric symptoms and minor or 
00111 tro j. cS< 0 f which hemorrhage has been reported in 
m a JOr 15 % of cases 2 . We report a patient who presented 
10 h ubarachnoid hemorhage (SAH) and was subsequently 
" lUl j lQ have infective endocarditis of aortic valve, an 

extrendy rare clinical presentation. 

fasc History: , . . . , 

a 3 b >' ear 0,d malc was ad,n,ttcd in thc cmer s enc y 

artment. with two days history of high grade fever and 
dCP C rc global headache. On examination his temperature 
SC ' 104°F, pulse rate of 112 beats per minute, bounding 
Character, blood pressure of 140/70 mm Hg in upper 
limbs and 190/60 in lower limbs, and other peripheral signs 
suggestive of aortic regurgitation. In addition signs of 
meningeal irritation were present, otherwise there was no 
apparent neurodeficit. Cardiovascular examination was 
suggestive of aortic incompetence. An impression of aortic 
value disease with possible endocarditis and meningitis was 
made. Investigations revealed hemoglobin of 9.7g/dl. TLC 
of 12800 with 76% polymorphs and ESR of 45mm/h 
(Westergren). ECG and chest x-ray revealed left ventricular 
hypertropin'. Urine examination showed 10-12 RBC/ high 
power field, routine biochemical investigations were 
normal, and three blood cultures grew viridans 
streptococcus. Echocardiography revealed aortic valuve 
regurgitation with multiple oscillating vegetations on thc 
ventricular surface of aortic valve. Cerebrospinal fluid 
(CSF) was uniformly hemorrhagic and on examination, it 
showed 14000 crenatcd red blood cells /mm’ and presence 


of xanthochromia. Cranial CT scan also showed blood in 
subarachnoid space. Revised diagnosis of rheumatic heart 
disease, severe aortic regurgitation with viridans 
streptococcal endocarditis and subarachnoid hemorrhage 
was made and patient was treated with antibiotics as per 
culture and sensitivity. His cardiac as well as neurological 
status improved and was discharged after four weeks of 
intravenous antibiotics in a stable condition and is under 
our regular follow up. 

Discussion 

Neurological manifestations occur in about one - third 
of patients with endocarditis including confusional states, 
psychiatric symptoms, meaningitis, brain abscess and 
strokes both due to embolism and hemorrhage 12 \ Mycotic 
aneury sms develop in 2.5-15% of patients 12 and leakage 
from mycotic aneurysms occurs in less than 5% of patients 
and consequence of rupture of these aneury sms can be 
life threatening 2 . In these patients hemorrhage as a cause 
of stroke, can be a complication of cither emboli or mycotic 
aneurysms 2 . Although patients with intracranial mycotic 
anneuryms are usually asymptomatic 4 , sc\ere unremitting 
headache can be a feature of intracranial aneurysm'. Thc 
diagnosis of ruptured intracranial ancurym is usually 
confirmed after neuroimaging studies of catastrophic 
headache 0 , as in our case. Thc subarachnoid hemorrhage 
in our patient was most likely a consequence ol mycotic 
aneurysm nipturc. Various neurological manifestations as 
the presenting feature of infective endocarditis have been 
reported in 10-15 percent of cases, but subarachnoid 
hemorrhage as the presenting feature is an extremely rare 
presentation 2 . 
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_ ,S~U ie classical presentation of syringomyelia is dissociated sensory loss, followed by motor weakness. We 

'STRAIT* *' » • • » » »* • • • •— ...i— •«!. 


//7c r - ^ ^ - ✓ -• j ✓ 

of syringomyelia secondary to a high cervical cord tumour, with only motor symptoms and signs, which 
iJusl'nrepor, the same. 


0 

apo'< a case 
prowp 


14 


(’ >rvical cord tumours, syringomyelia, dissociate anesthesia. 

Keywords: c 

jpjTR°DlJGT|^i s a disorder characterized pathologically 

S> ring sencc of long cavities in the central part of spinal 
by H^ P Tt may be developmental as happens in the Chiari 
r ' .ions aauired from intramedullary spinal tumours, 
malf0nl or arachnoiditis. Occasional cases arc idiopathic' \ 
mtaa , features arc weakness and atrophy of hands and 
1116 US Lfle\ia and dissociated type of anesthesia. Later 
“"‘lower limbs may also get involved” Unusual with our 
° n s the absence of sensory loss and the occurrence ol 

motor pathology and hypeneflexia only. 

old female, was admitted to the SMHS 
Uocnital of Government Medical College, Srinagar with 
historv of weakness of left upper limb, followed by 
involvement of left lower limb, then right lower limb and 
eventually weakness progressed to right upper limb. Tins 
weakness evolved insidiously over a period ol one year, 
which progressed to the extent that patient became unable 
to walk even with support. There was no history 
suggestive of trauma to head or spine, nor was there am 
disturbance of sensation, bladder or bowel disturbance. 

The development of bed-ridden state brought the patient 
to seek medical attention. There was no such history of 
illness in the family. 

On examination the patient was of overage built with 
visible wasting of small muscles of hands (left side more 
than that of right). Rest of the general physical. 
cardio\ ascular, and abdominal examination was normal. 

On neurological examination she was found to have normal 
higher functions, speech a* i cranial nerves. She was having 
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wasting of small 
muscles of 
hands, which 
was more 
evident on left 
side. Tone was 
increased in both 
lower limbs. She 
had grade 4 
power of upper 
limb muscles, 
whereas it was 
reduced to grade 
3 on both lower 
limbs at hips, 
knee, ankles and 
feet. Her deep 
tendon reflexes 
were increased. 



Fig. 1: Showing high cervical cord 
tumour with secondary syringomyelia. 


in upper and lower limbs. Sustained ankle clonus was 
present bilaterally with upgoing planters. All the modalities 
of sensations were intact all over, after examining several 
times. 

All the routine investigations including biochemical 
parameters were normal, and radiological survey was not 
showing any abnormality, except MRI study (Fig 1) that 
revealed high cervical cord tumour (ependymoma) with 
secondary syrinx formation. 

DISCUSSION 

Usual clinical picture of syringomyelia in the high 
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cervical cord comprises, painless weakness and wasting 
of hands and arms and segmental sensory loss of 
dissociated type (lose of temperature and pain sensation, 
and preservation of touch, joint position and vibratory 
sensations). Most cases begin with asymmetric unilateral 
sensory loss' -2 - 3 . Finally weakness and ataxia of legs occurs 
due to involvement of corticospinal tracts and posterior 
columns in the cervical region 23 . Exceptionally, motor 
function is preserved, and the segmental dissociative 
sensory impairment may be the only marker of the disease 
process 2 . Reverse was true with our patient in whom there 
was no sensory loss but only the presence of motor 
involvement. It has been found very rarely in the literature, 
that no sensory loss be found in the presence of 
amyotrophy, and cases have been reported, in which only 


- j JL™actition Er 

hydrocephalus and hydromyclia were prcscnu^ih ""T 
parapcrcsis 2 . Our patient had no evidence of hydroce^ 1 ' 0 
but the mere presence of quadriparesis in associati PHalUS ’ 
syringomyelia secondary to high cervical turn' 00 ■ 
absence of usual sensory loss, made it worth report^ *** 
the atypical presentation of syringomyelia. mg ’ ^ 
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« CASE OF INFANTILE HYPERSEXUALITY - FREUD OR 

[.EARNING 
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‘ABSTRACTThe phallic stage ofpsychosexual development is characterized by focus on the genitals around the age of 
Vj years. With the consequent development of the Oedipus complex. the primal scene may have been witnessed even 
nrior to this life We present the unusual case of a 21-month-old child who has developed a behavioral repertoire 
resembling sexual intercourse and with genital manifestations of sexual excitement. Ihe role that primal scene witnessing 
and cognitive learning may play will be highlighted and their possible interactions discussed 

Key word: Infant hypers exuality, primal scene, cognitive learning. 
jK-Practitioner 2003; 10(3):215-216 


INTRODUCTION: 

According lo Freudian Theory, beginning from the day 
child is bom and lasting till around 5 years, a child passes 
through certain welldefincd psychosexual milestones. 
Freud believed, these arc essential for normal sexual 
development in adult life. There has been ultrasound 
evidence that reflex erections occur in developing baby 
bovs for several months in uteri, in the first minutes after 
birth and in baby girls there is vaginal lubrication and clitoral 
erection in the first 24 hours of life. 2 Kinsey reports that 
some times genital nibbing may lead to orgasm in infants 
less than 1 year old ? Freud records in some detail the case 
of “little Hans” a 5 years old, who had phobia for horses 
and an excessive interest in genitalia and the sensations he 
derived from them. 4 The development and resolution of 
the Oedipus complex arc essential to the role of the ego as 
an organizing unifying agent of one’s past and the 
development of the superego. A biological time basis for 
the Oedipus complex may be indicated by observations of 
human pre-historic and non-human primate behavior. 5 A 
peaking of human infantile sexuality at age of 5 or 6 years 
may be the vestige of an earlier biological timetable. Till 
date role of learning has not been elucidated in the 
development of human sexual behavior; cognitive learning 
in particular may have a role to play as will be illustrated 
below: 

CASE REPORT: 

A 21 month old male child was referred to the OPD 
from a private clinic with a one month history of unusual 
behavior. Whenever the child noticed anyone lying down 
in the house, he would pull up her or his shirt, stand against 
the back or abdomen with a crunched stance and start a 
backward and forward thrusting motion, rubbing his penis 


against the naked skin, accompanied by frequent sighs of 

pleasure and occasional shouts. If allowed to go on, he 

would continue for period of up to thirty minutes after 

which he would start sweating profusely, sit-down and 

often start crying and banging his head against the wall. 

The parents report that during this act, the child’s penis 

was erect and dctumesccncc would occur only after he 

had stopped. This would occur on almost a daily basis and 

some times even 2 to 3 time a day. The parents reported 

that this peculiar behavior would seemingly begin after the 

child s paternal uncle's wife would jokingly ask him to 

message her tummy and he would take great delight in 

doing so. The child also repeated this behavior most often 

with her, particularly as she would not stop him as she felt 

that it was natural for a child. The child's father however 

was very upset by this and felt there was something 

seriously wrong with him. He had even contemplated killing 

the child as he felt that this action was similar to that of the 

Devil. There was a great reluctance to disclose further 

information about the rest of the family. The child's family 

is an extended one, living in a rural area with the child's 

parents, two siblings and the paternal uncle and his wife 

who are issuclcss. The child's divorced paternal aunt and 

her two teenage daughters also lived in the same house 

The older brother of the child has a history of frequent 

temper tantrums and nocturnal enuresis. The family is 

• 

cohesive with low levels of stress. Overindulgence of the 
child by paternal uncle and his wife occurs frequently and 
he often sleeps with them. The child was a FTND at home 
with no significant antenatal or perinatal problems. 
Developmental milestones were consistent with the age of 
the child. 

Temperamentally, the child is very sociable and adapts 
readily although he tends to be aggressive when thwarted. 
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Since the age of 1 year, infrequent autistic behaviors have 
been noticed including head holding, persistent staring at 
objects, head banging, rocking and repetition of syllables. 
None of these were apparent during observation. On 
observation the child was well nourished and groomed. 
Attention and concentration were normal, activity levels 
were within normal limits, motor behavior included an ability 
to copy straight lines. The child combines two' words 
readily and learns new words with just 2-3 repetitions. He 
remains absorbed in play, engages in symbolic play and 
recognizes classes of objects, displays affection frequently. 
On prompting by the father who sat down on the floor, the 
child pulled up the father's shirt and started the behavior 
described previously. He continued until distracted. Physical 
examination including hearing, vision, head circumference, 
height, weight, external genitalia, was unremarkable. 
Systemic examination was within normal limits. 

Investigations included an x-ray skull showing a normal 
sella and C T. brain, which was normal. Liver function. 
Blood counts. Kidney functions, Sr. Calcium were within 
normal limits. An EEG done was appropriate for the age of 
the child. The child was started on a course of aversion 
therapy in the form of conditioned negative reinforces 
coupled with positive reinforcement. The parents were 
counselled and reassured Over 4 sessions, the frequency 
of the child's behavior had reduced significantly. 
Environmental modifications in the form of reducing 
ovcrindulgcnce, reduced control of disciplining by the 
uncle's wife were also attempted but with strong resistance 
to change from the family. 

DISCUSSION: 

The development of such an elaborate repertoire of 
sexual behavior in a 21 months old child is extremely 
unusual There has obviously not been enough time for the 
full process of psvchoscxuc ! development to take place. 
Even the roles that aggress ons. object relations, ego and 
superego functioning or sense of self could play are 
extremely limited. One of the youngest children described 
is little Hans a 5-ycarold boy with a phobia of horses and 
an extremely early interest in sexuality starting around the 
age of 31/2 years. 4 The analysis of the Child's history and 
his treatment as described by father. Freud opened up new 
avenues in psychoanalysis and is considered a prelude to 
infantile analysis. But “little Hans" had reached a much 
higher level ol cognitive and language development, being 
able to reason and test between reality and fantasy. He had 
reached the stage of categorization in language 
de\clopmcnt. In contrast, the baby under discussion was 
just at the modification stage of his language development 
and cognitively was still in the sensor- motor stage. Where 
then docs such behavior arise? Naisbcrg claims that early 
homeostatic disruption impairs the Inherited Schemata 
Representation (ISR) program for gender definition and 


_ PRACTITIONER 

sexual orientation with postnatal asexuality being rcnl 
by ‘Infantile Sexuality' operating on an impulse likepattc* « 
However to establish the presence of disruption as \ 
such schemata arc currently not practicable and furlh 
research in the area has been fruitless. Witnessing 0 f nT 
primal scene or the parents engaging in sexual intercoms' 1 
was described by Freud in the case of the “Wolf man’’- ° 
case of infantile neurosis with an animal phobia and th c 
later development of an observational neurosis. 7 Thc patient 
witnessed thc act apparently, at thc age of 11/2 years and 
Freud comments that such an occurrence must be 
commonplace in life. Koncn and Rcchard* comment on 
thc fact that primal scene phantasies reflect thc shaping 0 f 
ocdipal sexuality throughout life and are almost universal 
In the case of baby under discussion, such a possibility 
was vehemently denied by the parents but it is entirely 
possible that childless paternal uncle and his wife could 
have let such an event happen. 

Cognitive learning from observation and as a part of 
conditioned learning has been described even in 
chimpanzees. 9 - Here; instead of stimulus - response 
associations, stimulus-stimulus association is learned. We 
hypothesize that in case of the baby under discussion, the 
witnessing of thc primal scene resulted in cognitive learning 
and the subsequent development of thc behavioral repertoire 
described above. Thc above average intellectual capability 
of the infant would be a fertile substrate for such a 
happening. 

Further investigation into thc role that learning plays in 
psvchosexual development are indicated. The quite 
uncommon case of thc baby under discussion, gives us a 
singularly unique insight into how sexuality may develop 
in infancy. 
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2IN g PARATHYROID ADENOMJ 
SESTAMIBI RADIONUCLIDE SCAN 


We present a case report , documenting the utility of radionuclide scintigraphy in a patient with parathyroid 
jiBSTW • j S ver y sensitive in confirming the diagnosis and accurately localizing the site of parathyroid 

adenoma. 

adenoma 


. Rat i, e r; Shoukat H. Khan; Bashir A. Laway; Syed Mushtaq Ahmed; Assar A. Rather; Rakshanda Aslam 


He) 


,r ( /v • Parathyroid adenoma. Radionuclide scintigraphy, Tc-99m Sestamibi 


r o.^ Uioner 2003;10(3):219-221 


^^arv ^ er P arath y roidism affccts onc of evcf y 1000 
Pnm One in every 500 women over age 45, and one in 

P^ooo men. (,) 80% of cases of primary hyper¬ 
thyroidism are due to solitary parathyroid 
p “ ra oma Between 10-15% of cases are due to hyperplasia 
f more than one gland, commonly all four. Pre-operative 
I alization of a parathyroid tissue may allow a reduction 
^operation time, unilateral neck exploration or key hole/ 
Ihoroscopic surgeiy. A variety of imaging techniques have 
been developed to accurately localize the abnormal gland 
, e , ior t0 surgery and over the last three decades a number 
of methods have been used to localize parathyroid glands 
with radionuclides. Initially radiocynacobalmin (Co-Vitamin 
D12) and Se-selenomethiomne were used with varying 
success. 1lM) Nowadays Thallium Scanning or Technetium- 



Figure 2: Shows parathyroid aenoma of this patient seen 
under high power microscopic x 400 H and E stain , 


V 




99m sestamibi scanning is used with varying degree of 
success to localize the parathyroid gland. We present a 
case of parathyroid adenoma with derranged Sr. calcium 
and PTH levels showing an increased persistent trace* - 
uptake of Tc-99m sestamibi in the neck at varying intervals 
of time below the right lobe of thyroid gland. Similarly Tc- 
99m MDP bone scan revealed intense metabolic activity in 
metaphysis of both femurs, tibias and humerus signifying 
the bone involvement also. 


Figure 1: Shows parathyroid adenoma In relation to 
the lower pole right lobe with concentration of Tc- 
99m sestamibi which persists at 60 minutes, and 3 
hours, suggestive of parathyroid adenoma. 


CASE REPORT 

A 16 year old male presented with history of non- 
traumatic fracture left femur 1 1/2 month duration, weight 
loss, constipation and depression. General physical 
examination and system examination were normal. Clinical 
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SENSTIVITIES OF IMAGING MODALITIES IN LOCALIZING PARA-THYROID TUMOR. 


2 . 


-- - CK 


Scintigraphy 

T1-201/Tc-99m 

RTB/Tc-99m 

Ultrasonography 
(High resolution) 


Adenoma 
_% 

35-92 
86-93 

34-92 


Hyper¬ 

plasia 

% 

47-80 

63-97 

53-78 


Ectopic % 
Med. 

Region 

80-86 
90-100 

0 


Re¬ 

operation 

%_ 

26-70 
100 

36-82 


3. 

CT (High resolution & contrast 

41-86 


enhancement) 


4. 

MRI 

57-90 

5. 

Angiography 

77 

6. 

Venous PTH sampling 

75-90 


0-54 

47-70 

47-63 

0-75 

50 

50-78 

NA 

NA 

54-85 

NA 

NA 

69-80 


RTB = Radioactive toiuidine blue; Tc = Technetium; T1 = 
PTH = Parathyroid hormone 


Thallium; CT = Computed Tomography; MR! 


= Magnetic Resonance Imaging: 


and Biochemical investigations showed evidence of 
hypercalcemia 16.1 mg/dl (Ref. range 8.5-10.1) and 
increased levels of PTH 345H (Ref 12.0 - 72.0). Rest of 
the parameters were normal. A total body bone density- 
scan revealed gross severe osteoporosis with BMD 0.652 
g/m 2 

A Tc-99m sestamibi parathyroid scan was performed 
and sequential images were taken at 15 minutes, 60 minutes 
and 3 hours. A marker was placed on the sternal notch to 
precisely localize the parathyroid gland. The scan showed 
persistent focus of tracer uptake below right lobe of thyroid 
with complete washout of the tracer from the thyroid glands 
in the 60 minute and 3 hour images. The washout fraction 
calculated for parathyroid gland between 15 minutes and 1 
hour was 7.3% and between 15 minutes to 3 hours was 
61.2%. Similarly the washout fraction calculated for thyroid 
gland between 15 minutes and 1 hour was 34.3%. A Tc- 
99m MDP whole body bone scan was done 3 days later 
which revealed instence tracer uptake at the lower 
metaphysis of both femurs, upper metaphysis of both tibia 
and upper metaphysis of both humerus suggestive of intense 
metabolic activity. 


□ Radionuclide scintigraphy 

□ Computed tomography 

□ Magnetic Resonance Imaging 

Radio-nuclide imaging 

The ideal radio-pharmaceutical for parathyroid imaging 
should not only have favourable imaging characteristics 
and dosimetry' but also a high sensitivity and specificity 
for parathyroid tissue. A number of agents have been used 
in the past but with limited success. Recently 20I T1/Tc- 
99m based subtraction method has been used frequently 
on the fact that 20I T1 is taken up by thyroid and parathyroid 
tissues whereas Tc-99m pertechnetate is only taken up by 
the thyroid. However, there are several limitations to this 
method. They' are: 

1. Tracer uptake is related to distribution of potassium. It 
may occur in overlying thyroid tissue and in thyroid 
abnormalities. 

2. Low turmoral uptake limits detectability of small 
hyperplastic glands resulting in 55% sensitivity. 

3. Artifacts may occur as a result of motion during 
imaging. 


DISCUSSION 

A number of imaging modalities are available for 
localization of parathyroids and include both invasive and 
non-invasive methods. They are: 


Invasive 


□ Arteriography 

□ Digital subtraction angiography 

□ Selective parathy roid venography 

□ Imaging procedures to guide parathyroid aspiration 
biopsy. 

Non-invasive 

□ Ultrasonography 


4. Locating a parathyroid adenoma in blind spots such as 
mediastinum with 20, T1 scintigraphy may be difficult. 

As a result of above limitations, recently Tc-99m 
sestamibi has been used as an alternative to M1 T1 foi 
parathyroid localizations. 4 - 5 Tc-99m sestamibi is a cationic 
complex which has a different biokinetic handling in thyroid 
and parathyroid tissue,* 5 - 6 ’ enabling the possibility of single 
agent use if delayed imaging is performed. The difference 
being due to number of mitochondria in cells because 
adenomas have a large number.™ The sensitivity of Tc- 
99m sestamibi scanning in detecting both adenomas and 
hyperplastic parathyroid glands is higher with sestamibi 
than with thallium. Moreover, superior imaging 
characteristics, improved dosimetry and a better target to 
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j^^slCE - MOON (BARDET) BIEDL SYNDROME 


, • Avub Prof A R Nasti; Mchmooda Ashai 
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. Qilf CSiUy 'v ? _-_ 

report a case of Laurence Moon Biedl syndrome with Pendular nystagmus as the uncommon feature in 
M straC ‘ h fi ve cardinal features. 

ddition lo ow j 


(ii 


, r Js- Retinopathy, Polyhactyly 
fay word** 





10 years of life and most often the first complaint is poor 

m 

night vision Nystagmus is a common feature Peripheral 
visual fields are constricted. Fundus changes include 
constricted arterioles, waxy disc pallor and peripheral 


CASE REPORT 

A 10 y ear old boy reported to eye O.P.D. with complaints 
of poor night vision and Jerky eye movements of uncertain 
duration and onset, and of progressive nature. There was 
no history of consanguinous marriage between parents, 
complicated vaginal delivery or any intra-uterine infection. 
The other male sibling who was 2 years elder and the 
parents were a-symptomatic. 

Systemic examination revealed polydactyly 
(Hexadactyly). obcisty of truncal ty pe also involving 
proximal extremities. Mental retardation (l.Q <60), 
Hy pogonadism (Pea nut size tests) and sensoneural hearing 
loss. Cardioy ascular and urinary sy stem were normal. 

•r m 

Ophthalmic examination revealed orthophoria, normal ocular 
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[NTR ° I)l !^-[Vloon (Bardet) Biedl Syndrome, first defined 


Laurence ^ autosoma i Recessive disorder 

° af zed by structural and functional abnormalities of 
character^ ^ ue$ w j t h diverse embry onic derivation 

° rS T| S Vive cardinal features of the syndrome include 
T * | V or Syndactyly, Pigmentary retinopathy, obcisty , 

P ' H retardation and Hypogonadism J . Other systemic 

M en a • , a c Brachy ccphaly , short stature, congenital 

features inc« ,u . ... . 

Heart 


Block. Deafness, Neurological disorders and Kidney 


ix* 


tllS °Pahent generally has onset of symptoms yvithin the first 


pigmentary changes 5 including pigment atrophy. Bone 
specular pigmentation and areas of white deposits. 

Unlike classic Retinitis pigmentosa unassociatcd with 
systemic disease, these patients show degenerative changes 
yvithin the macula at an early stage with relentless earlier 
decrease in the central vision and most patients arc legally 
blind by age 30 ERG shows diffuse photoreceptor discasc s . 


- 190010 . 
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movements and pendular nystagmus in both eyes. 

The unaided visual acuity in both eyes was 6/60 
correctable to 6/12 with -l.30D.sph. and -0.50 D.cyl. Axis 
90°. Slit lamp examination of the anterior segment was 
normal. 

Fundus examination revealed constricted arterioles, 
waxy disc pallor. Peripheral pigmentary changes including 
areas of white deposits and bone spicule pigmentation. The 
foveal reflex was dull in appearance in both eyes. 

Lab. Investigations including CBC. ESR. KFT and Urine 
examination were normal. Chest and abdominal 
n oentgenogram were normal. Serological tests were 
unrewarding. Abdominal ultrasound and Echocardiogram 
were also normal. 

DISCUSSION 

Laurence - Moon (Bardet ) Bicdl syndrome is a rare 
genetic disorder first defined by Bardet in 1920 '. He 
described three of the five cardinal features of the syndrome 
i.e; Polydactyly, Obeisty and Pigmentary retinopathy. 

Biedl in 1922 1 added mental deficiency and genital 
hypoplasia to this syndrome. In 1925 Solis-Cohen and 
Weiss 0 connected to this syndrome the four patients in 
one family described by Laurence and Moon, in 1966. 

Solis - Cohen and Weiss coined the name Laurence 
Moon Biedl syndrome. The cases reported by Laurence 
and Moon were re-evaluated and reported by Hutchinson 
7 . the members were found to have a disease characterized 
by typical pigmentary retinopathy. Mental retardation, arrest 
of sexual development and progressive weakness leading 
to paraplegia. 

Confusion exists in medical literature regarding the 
differences between Laurence Moon and Bardet Biedle 
syndrome. Common to both arc pigmentary retinal 
degeneration. Mental retardation and Hypogonadism. 
Spastic paraplegia is predominant feature in Laurence Moon 


_r-* 


syndrome, Polydactyly and Obeisty are predominant 
Bardet Biedl syndrome. Some researchers believe th" 
Bardet Biedl Syndrome is a subdivision of Laurence Moo 
syndrome. Hence the term Laurence Moon Biedl" 
syndrome has gained universal acceptance in the wo Id 
literature. 


CONCLUSION 

. This case illustrates several common features of 
Laurence Moon Bardet Bicdl syndrome including the five 
cardinal features i.e; Polydactyly, Obeisty, Mental 
retardation, Hypogonadism and Pigmentary retinopathy 
In addition the patient has pendular nystagmus and 
sensorineural hearing loss which have been reported less 
frequently in other series. 
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- -- : thyroid) ratio at different time 

backS roun ercCC j s use of 20I T1 for parathyroid imaging 
poin 15 sup^ of a singie agcn t method use of Tc-99m 
afld the ^ ^©ly to increase further in future. In the 
seS tami ^ a bove mentioned advantages arc very 
prCSCnl Hustrated As a matter of routine, convenience and 
dearly > all the patients with clinical and biochemical 
,echm ca ^ hyperparathyroidism should be subjected to a 
6V idence Tc _ 99 ra sestamibi imaging. This not only helps 
V t 0 ’ Op fl l i nR die diagnosis but also in localizing the site of 
inCOtl,1 q ,hus facilitating surgical exploration. 
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CASE REPORT 

PANCYTOPENIA IN A BRUCELLOSIS 
PYREXIA OF UNKNOWN ORIGIN 


_ JK-PRACTITION rj, 

INVESTIGATED^)* 


S.Manzoor Kadri: Tanvir M; Chowdhary ND; Ghulam Hassan; Gaash B. 

Abstract: We report a case of brucellosis in a young, Gujjar. woman with family occupation of sheep and cattle raising 

admitted as a case of fever of undetermined origin with anemia, who showed pancytopenia as a prominent feature 
Key words: Brucellosis, Fever of unknown origin. Cattle rearing. Pancytopenia. 

JK-Practitioner 2003;10(3):222-223 


Introduction: 

Brucellosis, a globally prevalent major zoonotic disease, 
is notorious for its atypical presentations often making the 
diagnosis difficult. Patients may be asymptomatic; present 
with a typical bout of acute brucellosis; have a short episode 
of trivial illness; have atypical, misleading presentations as 
flu-like syndrome, arthralgias, vague aches and pains, 
different types of rashes etc; or present in its protracted 
form with chronic fatigue, malaise, low backache, 
psychosomatic disorders, etc. In countries where the 
condition is endemic, as the Mediterranean, Middle East, 
Mexico, South Africa, and parts of the USA (1-4) with 
strong suspicion among the practitioners, diagnosis is early, 
but in areas where disease occurs sporadically, diagnosis 
is generally delayed causing great suffering, mental anguish 
and financial losses. In the Slate of Jammu & Kashmir, 
where rearing of cattle is common practice among villagers 
and fever of unknown origin not infrequent, reporting of 
brucellosis is rare. 

Case history: 

A 22 year old female of Gujjar ethnicity, a nomadic 
tribe famous for traditional cattle & sheep breeding practice, 
reported to the medical out-patient department with chief 
complaints of fever, weakness, burning micturition and 
generalized aches and pains of 20 days duration and dry 
cough for the preceding 8 days. Fever was higher and 
accompanied with chills in the mornings, and there was 
no history of any evening rise of temperature or sweating. 
Additional symptoms included palpitations, breathlessness 
and easy fatiguability. 

On examination, the patient was febrile and anemic. 
Auscultation of chest revealed bilateral crepts; both the 
heart sounds were heard with a systolic murmur. 
Abdominal palpation revealed hcpalo-splcnomcgaly. 


Examination of the nervous system 

Revealed no positive findings. Results of laboratory 
investigalions arc given in the box. 

CBC: 

1. Hemoglobin 4.5 g/dl 

2. WBC: 1,300 /cu. mm. 

3. RBC: 2.78 million/cu.mm. 

4. Platelets: 83,000 /cu.mm. 

5. DLC: Neutrophils 35%; Lymphocytes 60%; Others 5% 

Urine: Albumin: Traces; Sugar: absent; WBC: 2-3 /HPF, 
with few epithelial cells 

Blood chemistry: Blood Urea, 32 mg/dl 
Serum creatinine, 1.0 mg/dl 
Sugar (fasting). 68 mg/dl 

Scrum sodium 132 mEq/L serum potassium 3.2 mEq/L 
Liver function: Normal 

Bone marrow ; Dual deficiency anemia, with inflammation 

USG: Hepatosplenomegaly with minimal 

collection in pouch of Douglas. 

X-ray: Lung fields clear with normal heart size 

ECO: Within normal limits 

Widal 's Agglutination test: Negative 
Wrights agglutination tests: Positive titres, exceeding 
1:1.024. for both B. abortus and B. melitensis. 

Discussion: 

In the Jammu & Kashmir State, which is endemic for 
enteric fevers, pyrexia of unknown origin is generally 
attributed to typhoid fever, with practitioners, registered 
as well as unregistered, resorting to a long empirical therapy 
of some currently fashionable antibiotic before embarking 
on relevant investigations. A very low grade suspicion of 
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^ 'TbruceUosisT due to its generally asymptomatic 
^esence oi j prescn tation, compounds the under- 

Jititfe ° r the result that the patient suffers for a long 
di8 gn°sis. con . cct diagn osis is made and the patient 

time before tidal's test is almost routinely done in 

^o fhiSm f prolonged fever but awareness about the 
8 U cases o am0 ng the rural practitioners, or 

\Vrig ht s not available in most of the rural laboratories, 
else the test is ^ anyway take not less than 4 weeks, arc 
Cultures- ' v ^ ^ tcrt j ar y care hospitals in urban areas, 
available on . test ot j lcr than isolation of bruccllae 
Althou&l* n ® can be re iied upon with certainty (5), 
from the bnjce jj os j s j n rural areas of our State has to 
jiagnosis o ^ suggestive investigations which arc 

be based 0 onn - n , Qca i io W -cost, low-tech, laboratories 

P oSS,b rimary healUt care delivery system, 
of the pn com plete blood count done is practicable at 

Gctt |"of rural health care, and leads to least patient or 
SInconvenience, since the film can be collected at 
, ,. nme e ven in remote areas. Pancytopenia has been 
lUente ns istcntly in patients of brucellosis with diverse 
6,1 Nations (6-9). Single stem-cell dysfunction such as 
esen lcuCO penia or tlirombocytopenia is also common. 
‘To) Granuloma in bone marrow can be seen as an 
•Hence of haemophagocytosis (6, 10). Our patient had 
incytopenia with inflammatory evidence in the bone 

arrow. 


Conclusion: 

In rural India, where facilities for serologic diagnosis 
of brucellosis may not be always present, simple blood 
counts could point to the presence of brucellosis and help 
the practitioner to arrive at any early diagnosis or at least 
to consider brucellosis in the differential diagnosis of pyrexia 
of unknown origin. 
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CA-125 TUMOUR MARKER FOR OVARIAN MALGNANCIES 

Roohi Rasool M.D.. Zaffar Amin Shah Ph.D.; Mohammad Salahuddin Ph D.; Maryam Bafihif Ph.D. 


Of all the gynaccologic cancers ovarian malignance 
represent the greatest clinical challenge because they are 
usually asymptomatic until they have metastatised.patients 
present with advanced disease in more than 2/?rd of the 
cases .Epithetial cancers arc the most common ovarian 
malignancies and has the highest fatality to ease ratio of all 
the gynnaecologic malignancies (1).Ovarian cancer is the 
sixth most common cancer in the united states accounting 
for 4% of all the female cancers and 25% of the cancers 
of the female genital organs.a women having risk of having 
ovarian cancer in her life is nearly l.5%.so there exists a 
need for tumor marker, which help in screening, early 
diagnosis,staging,assement of treatment response and 
follow up The various tumor markers tested for ovarian 
carcinoma are CA-125.CEA.CA 19.9.CA 72.4. placental 
alkaline phosphates (PLAP).cancer associated scrum antigen 
(CASA).CYFRA 21.1 .OVXI.TPA etc.At present serum 
CA-125 is the gold standard tumor marker in the evolution 
of pelvic masscs.particularly .in ovarian epithelial cancer. A 
breakthrough occured in 1983. when Bast and associates 
reported on an immunoradiometric assay using a 
monoclonal antibody that recognised the Mullerian derived 
glycoproticn antigen designated CA-125.This marker is 
olc\ ated in more than 80% of non-mucinous ovarian epithclal 
cancers.30% of non ovarian malignancies,6%of benogn 
gynaecologic disorders and only 1% of normal eases. The 
majority of benign conditions that cause elevation of CA- 
125 include pregnancy, ovarian cysts, uterine leiomyomas, 
pelvic inflammatory disease.endometriosis and 
mcnstruation.CA-125 is a mucin like, high molecular w eight 
(200-1000 KDa) substance Half-life in body is usually 20 
days Blood specimen for CA-125 should always be taken 
when a female is not actively menstruating. Upper limit for 
a normal scrum level of CA-125 is commonly 35 lU/ml 
and above this level is suspicioun of ovarian malignancy. 
Markedly elevated CA-125 levels correspond with stage 
and tumor bulk in FIGO at stage II through IV.The serum 
CA-12^ concentration is >35 IU/ml in about 80% of women 
with carcinoma 1 ov ary and 26% of women begin ovarian 
tumors. Only 3% and 0.8% of normal healthy women, 
have a CA-125 concentration over 35 and 65 IU/ml. 
rcspccti\ely' :) .An ideal tumor marker should have 100% 
sensitivity, specificity and positive prcdicitivc value. The 


senitiviy of CA-125 estimation for ovarian carcinoma of 
cpthclions is 69.8%,specificity 72.3%, positive predictive 
value 49.2% and negative prcdicitivc value 86.2% 

I f 

Screening 

Consider the magnitude of malignancy,thc international L 

community felt strongly about the requirement of screening 
markers. A combination of two or three markers was not 
superior to single marker for screening'. At present because 
of false positivity, particularly in premenopausal women 
C A-125 is not cost effective and should not be used routinely 
to screen carcinoma ovary' 4 . However it is recommended 
that high risk group (i.e. women with family history' of 
one or more first degree relatives having ovarian carcinoma 
in postmenopausal age, presenting with a pelvic mass) 
should be selected for the screening by CA-125 levels 

Diagnosis and Staging 

Scrum CA-125 is the current gold standard tumor 
marker in the evaluation of pelvic masses.To distinguish $ 
benign conditions from malignant standard cut off point 
of 35 IU/ml.can be misleading especially in menstruating 
vvomcn.CA-125 cut off point from 65 to 200 IU/ml is 
necessary to distinguish benign conditions from 
malignant(5). Fifty percent of stage I/I I patients show 
elevated levels of CA-125. Markedly elevated C A-125 levels 
correspond with stage and tumor bulk in FIGO stage II 
through IV of ovarian carcinoma (4). In postmenopausal 
women with an asymptomatic pelvic mass and CA-125 
levels >65 IU/ml the test has a sensitivity of 97% and a 
spccifity of 78%. 

CA-125 and Surgery 

Now a days carcinoma ovary is mainly treated with 
surgery and chemotherapy.Those patients with persistently 
elevated levels of CA-125 after three months of treatment 
most likely have resistant tumor. CA-125 levels should be 
interpreted with caution untill 3 to 4 vvks after operation as 
often surgery itself results in peritoneal inflammation and 
may lead to rise of scrum levels . Various studies have shown 
that postoperative serum CA-125 levels measured 3-6 vvks 
after primary laporalomy were sifnificantly lower than the 
preoperative ones' 0 ’. Thus for invasive ovarian cancer and 
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'Tj^7maMgna nt potcntial,prcoperativc and 

Ol ' c mav servo, as imnnrtnnt 


t u0J° rS ° cA-125 levels may serve as important 
postoP cra !' V ’i ors for assessing adequacy of surgery, 
pr<#° t,C 

, ,„.i chemotherapy 

CA’ lJ * nan canccr,prc chemotherapy CA-125 levels 
Fo r o va ro flcct tumor burden after cytotoxic 
ca n acC ‘‘ r ‘? oW scniin concentration of CA-125 was found 
therapy | r£ i coursc of chemotherapy in all patients with 
jfler th e 111 ar j an carcinoma without evident disease. In 
epil hclia ^ progressive disease,positive CA-125 findings 
partients" ^ 0 f t i, c patients after the third and in 
were foun 1 g j xt ), COU rse of chemollicrapy. A response 
100 % ahcr s ^ jif(cr lhc first two courses of 
in cA ' ' |nay indicate which patients should continue 
<*■"* 1 current chemotherapy regimen and which patients 
id*Jr offered salavagc therapy. Patients with scrum 
should^ bdow the normal valucof 35 IU/ml after 

CA * 12 cs had a significantly longer median survival and 
lW ° ^disease free survival, than did those patients whose 
l° n ^ r , , C | S dropped to normal after the third or a later 

of chemotherapy. 


125 and response to treatment 
•; difficult to measure the response to chemotherapy 
lut exploratory surgery in carcinoma ovary.lt has been 
‘ v „ lhnt definitions based on a 50% or 75% decrease 
A-125 levels have been shown reliably to define partial 
onse ol ovarian cancer, in patients receiving first line 
notherapy 7 When initial tumour size, marker levels and 
'to achieve normal levels of CA-125 were combined 
plctc and partial remission could be predicted in more 
85% of patients. 


serum CA-125 levels during follow-up is to define at 
doubling of CA-125 from the upper limit of normal as 
progression. Using this method sensitivity was 85.9%, 
specificity 91.3%, positive predictive value 94.8% and 
negative predictive value 77.8%. 


CA-125 and Prognosis 

In carcinoma ovary, CA-125 level and established 
predictors ol disease have been compared using a cox 
multivariate analysis to determine their relative prognostic 
\aluc The CA-125 trend was found to be most significant 
variable followed by the FIGO stage. Scrum level generally 
reflects volume of disease and high levels usually indicate 
unrcccstdbility anfl a poorer prognosis 1 ". Serial CA-125 
measurements fairly accurately predict the patient survival. 


Conclusion 

A variety of tumour markers have been tried to assist 
in the successful management of epithelial ovarian cancers. 
At present scrum CA-125 is the gold standard tumour 
marker for this disease. It helps in early detection, staging 
and assessment of adequacy of surgery and effectiveness 
ol chemotherapy. It facilitates followup and predicts 
subclinical recurrence progression, prognosis and survival. 
Now-a-days. management of carcinoma ovary, cannot be 
envisaged, without CA-125 levels. 
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INTRODUCTION: 

Around 200 years ago, endoscopy was first started with 
the help of a tin tube at the end of which a candle was 
placed to provide the illumination.' The marriage of 
technology with advances in surgical expertise was 
responsible for the third major revolution that look place in 
the 19"‘ century the other two being Asepsis and 
Anaesthesia. The modem era of laparoscopy started in 1966 
with the development of Hopkin s Rod System. 

Ever since Phillipc Mouret performed the first 
laparoscopic cholecystectomy in 1987. 2 there has been a 
rapid explosion in this field. Initially met with resistance 
laparoscopic cholecystectomy has become the "Gold 
Standard" in the recent times for the treatment of 
cholilithiasis 3 As the list of surgeries undertaken by 
laparoscopic method started to increase by leaps and 
bounds, newer complications were encountered by 
surgeons. The experience of early workers was responsible 
for the framing of strategies for the management of these 
complications. In this article an effort has been made to 
apprise the young surgeons about potential complications 
met at the basic point of entry i.c port site. 

PORT SITE COMPLICATIONS: - 


excessive force, which can result in injury. 

It is advisable to check the needle each time before use 
to see whether the obturator covers the needle. Proper 
cleaning of the parts of the needle after the surgical 
procedure is over is also mandatory to prevent blood from 
coagulating & disrupting the spring-loaded mechanism. The 
needle also requires sharpening after every 50 punctures 

A significant advantage of the disposable needles is that 
the tip is always sharp standardizing the amount of pressure 
required for insertion. 4 Some designs where the 
manufactures have put a guard on the needle arc also 
available. 

The lifting up of abdominal wall, staying away from 
previous incision sites, insuftulation at the Palmer’s point 
in the left hypochondrium and use of saline drop test all 
help in reducing the number of complications. 

A special cuffed cannula (optical viewing trocar) in 
which the path of the entry can be visualized with the 
camera is also available which greatly reduces the incidence 
of complications 5 

The “Hasson's Open technique” 6 and the semi open 
technique using the dissected umbilical tube can also reduce 
the number of complications. Even though visceral injuries 
occur with the same frequency the incidence of catastrophic 
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These can be further grouped under two heading. 
ACCESS RELATED COMPLICATIONS. 

POST OPERATIVE COMPLICATIONS. 

ACCESS RELATED COMPLICATIONS 


vascular injuries is vastly minimized. 

During the creation of pneumoperitoneum the two main 
complications encountered are. 

VISCERAL INJURY 
VASCULAR INJURY. 


The placement of Vcrcss needle and the primary Trocar 
and cannula is done blindly, which results in maximum 
complication rate at this point. All the other ports arc placed 
under vision, hence the overall incidence of complications 
is minimal at these sites. 

Usually the creation of pneumoperitoneum is done by a 
Veress needle w hich is the basic design in majority of the 
needles In majority of eases the design incorporates a spring 
loaded blunt tipped obturator which is advanced past a 
sharp needle tip as it enters the abdominal cavity. 4 The 
spring loaded system has the advantage of covering the 
exposed sharp edge of the needle as soon it penetrates the 
Abdominal wall. The reusable ty pe of needle is most 
commonly used in our setup due to the lower cost. Over a 


VISCERAL INJURY 

Visceral perforations occur in 0.1% to 0.3% of all 
laparoscopic procedures. 7 Veress injuries of the bowel are 
usually small and seal quickly, hence do not usually require 
any intervention. Usually the commonest visceral injury 
occurs to the small bowel. 

If persistant leakage is noted on laparoscopy, sutures 
may be placed under guidance if the surgeon is well versed 
with intracorporeal technique of knotting otherwise the 
segment of intestine may be eviscerated through a small 
incision and the repair carried outside. 

VASCULAR INJURY. 


period of time the needle tip becomes blunt requiring _ These can occur in two ways. 
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- - vessel injuries. 

^ iGA abdoMINAL major vessel injuries. 


cTRlC vessel injuries 

gplGA 5 * 11 ^ the mos t common vascular injuries noted 
These arc ^ ^ blind inscrt j on Q f a trocar camiula. 
usua 1 ^' 0CC this - t i$ advisable for the camera assistant 
To P reVC . o j. t j ic laparoscopic near the area where the 
l0 bring ^p CCte( i lQ ma ke the incision. The light from 

SUrge °dehneatcs tlic vessels in the abdominal wall and they 

can be aV01 . QS bcen damaged, then temponade can 

If ^hiTcompressing the site with the trocar. Usually 
be done . ^ stop thc bleeding. If at the end of the 

this is en0 “® arca is still bleeding then direct suture ligation 
procediiren cases a por t closure needle may be 

:£££-. *>-0 bieeder 


irn A ABDOMINAL MAJOR VESSEL INJURIES. 

IISI . . _ to ma ior intraabdominal vessels may occur in 
]“ ju r n ,i laparoscopic procedures. 7 Most of these injuries 
0-4/ ° when the insufflation needle or when thc first trocar 
occur d percutaneously through thc abdominal wall. To 
^ “5 this the needle and the trocar should be aimed at an 
aVO r and caudal to the bifurcation of great vessels. 

The “Hasson’s open technique” vastly reduces the 
■ Lre of major intra abdominal vascular injuries. 7 Even 
He semi open technique using thc umblical tube after 
dissecting it out minimizes thc risk of intra abdominal 

^ausfrophi? complications include C0 2 embolism that 
is created by injection of C0 2 directly into thc circulation 
,s may happen when a vessel is cannulated. C.V.S. collapse 
nuickly ensues, accompanied by cyanosis, increased 
venous pressure and ventricular arrhythmias. A decrease 
in end tidal PC0 2 occurs as thc gas obstructs thc right 
ventricular outflow tract. Prompt recognition, positioning 
the patient in head down and left lateral position, immediate 
cessation of the insuffalation are the most important steps 
to be taken. The Anaesthetist should remain w ith the patient 
all the time especially at thc time of creation of 
pneumoperitoneum. Hyperventilation and aspiration of gas 
through C.V.P. catheter may also be required. 


POST OP COMPLICATIONS: 

These are classified under two headings. 

MINOR COMPLICATIONS 
MAJOR COMPLICATIONS 

MINOR COMPLICATIONS 

These usually do not require any active intervention 
and respond to conservative means like anti-septic dressings 
etc. There are usually no long-term sequelae. These include 


serous discharge, uneven wound margins, superficial 
necrosis at the skin edges and minor oozing of blood etc. 

MAJOR COMPLICATIONS 

1. Bleeding 

2. Infections. 

3. Hernias 

4. Metastasis. 

PORT SITE BLEEDING: 

This may be very slow ooze, which can be seen on thc 
overlying dressing post operatively. Pressure dressing is 
required on these areas. 

Sometimes a bleeder in thc margins and deeper sub 
cutaneous tissue may require Electro-coagulation. On some 
occasions thc larger vessels (Superior/ Inferior Epigastric) 
may be tom during thc insertion of Trocar & Cannula. As 
thc bleeding is usually brisk it causes pooling and obscures 
thc vision and also can track down thc sides of Cannula to 
thc site of surgical operation and this can cause confusion, 
hence some active treatment is required. It usually needs a 
ligature to be secured on to thc bleeder or cauterizing it. A 
port closure needle popularly known as the shoemakers 
needle (Mochi’s Needle) may be needed to go beyound thc 
area to secure the bleeder. 

In the post op period thc bleeder can present as a port 
site Hacmatoma. The patient complains of more than 
expected pain at the site with swelling and bluish 
discolouration of thc area. Thc area may need to be opened 
and thc bleeder may be secured under a good light under 
local anaesthesia. Suction or a wick drain may be needed 
in the area. 

PORT SITE INFECTIONS: 

The trocar and cannulas and other instmments can cither 
be autoclaved or chemically sterilized by Cidcx 
(Glutarldehydc). It is imperative that thc solution should 
be regularly changed and thc minimum immersion time in 
the lotion is 20 minutes after proper washing and cleaning 
of the dismantled instruments under running water. Ethylene 
oxide gas plant sterilization is more effective method ot 
sterilization. 

It is also important to use medical grade CO, for 
pneumoperitoneum as industrial grade CO, is usually 
contaminated with bacteria and spores. 

There arc two types of port site infections. 

Acute infections 
Chronic infections 

ACUTE INFECTIONS: This usually follows 
procedures in which thc specimen is removed through the 
trocar sites. The contact of the potentially infected specimen 
leads to infection of the port site as in lap assisted 
appendiccctomy. 8 To minimize this it is advisable to remove 
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the specimen in an endobag. As the cost incurred by this is 
rather high, the inner covering of a drip set which is 
sterilized by E.T.O. plant is quite handy. Anecdotal reports 
using Condoms have also been described. 

Usually the patients present with Sero-perulent 
discharge, pain and occasionally rise of temperature. Most 
common infections arc staphylococcal in origin. 

The management includes drainage of any underlying 
collection leaving the wound open. The patient is usually 
given second or third generation wide spectrum antibiotics. 

CHRONIC INFECTIONS: In the third world countries 
where tuberculosis is prevalent, the patient can develop a 
chronic discharging sinus. Bhandarker O S et al 9 reported 
about the port site infection Mycobacterium Chclonei. 
Group IV atypical mycobacterium have been reported 
especially M. fortuitum and M. Chelonei with increased 
incidence. Investigations reveal non-caseating granulomas. 

In these patients wide local excision of all sinuses and 
diseased tissues followed by secondary closure 10 is required. 
Patients also require Anti- Mycobacterial drugs 

The incidence can be decreased by proper sterilization 
of the instruments for 20 minutes in Cidex in between two 
cases. 

FOR TSITE HERNIAS: 

Port site hernias are found with increasing incidence 
especially in cannula sites with diameter of 10 mm or more. 
It is rarely found in 5-mm cannula sites. This is one of the 
most dangerous complications even though it is quite rare 
in frequency. Some authors report the incidence to be 
around 1%." Usually majority of the cases are of the 
Richter's type involving the small intestine. The type of 
hernia is responsible for the delay in diagnosis and the 
morbidity. Some researchers are of the opinion that the 
hernias usually follow a port site infection than otherwise. 

To prevent this complication port site closure using the 
needle described above is essential. The results arc quite 
excellent. 12 The needle takes the suture from the 
subcutaneous tissue to the one side into the peritoneal cavity 
under vision and then it is taken out from the other side to 
close the fascial defect. 

If a port site hernia is encountered it can be managed 
b\ performing a relaparoscop\ 

To either close the defect or by placing a patch of non¬ 
absorbable mesh over the defect 

PORT SITE METASTASIS: 

As the horizons of the laparoscopic surgerx increased 
it was used in patients with malignant lesions In the early 
s the published data indicated a verx high incidence of 
port site metastasis This was found in patients of Visceral 
and gxnecological malignancies ,J Initial reports suggested 
an incidence of around 20%. 


_ JK-PRACTITIOn p^ 

However the current published data docs noT^fl 
this. Various reports indicate the metastasis to be i n tT 
range of 0.5%-1.3%. This is comparable to the standa d 
open surgical procedurcs(0.8-1.6%). u ard 

A review article regarding the port site metastasi 
postulated that metastasis is secondary' to Local traum^ 
Tumour manipulation, biological properties of the tumour 
Individual surgical skills and insufflation of the Gas Th ’ 
reported 164 cases of port site metastasis in 90 published 
papers, 15 Another study reported an incidence of 1°/ • 
1737 cases of colorectal cancer who underwent 
laparoscopic surgery 16 

At present it can be safely concluded that with the use 
of inert gas and proper surgical technique tfle port Stfe 
metastasis is reduced to minimum and the overall survival 
rate is better in comparison to open surgery. 17 
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Prenatal sex 
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determination female fooeticide and 
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atal sex determination can be done earliest by 10- 



i; n g anu *— — - ^ 

safflP ries It carries 0.8% risk of miscarriage. It costs 
labors 0 |000-1500 with 95-100% accuracy. 

bet Ajnni° centesis started in 1974 for f ° Clal birth defects > 

rj^d genetic and chromosomal disorders. It was used 

se * ., for chromosomal analysis and sex determination at 
15 lVweeks of Gestational age in genetic laboratories. Risk 
f miscarriage 0.5% 

° Ultrasound gives sex details at 16-18 weeks by experts. 

specific at 18-20 weeks of gestational age. Besides 
Jv S foeta i anomallies and diseases are ruled out at this 

stage. On USG. 

i) Trimester - streaks appear between the legs in case 
of female. 

Trimester - labia swells up because of hormones. 
Other methods are temperature dependant sex 
determiation (TSD) & DNA Analysis. Barr bodies 
in buccal musosa seen in females. 

with sex chromatin positive obtained in 75% of 

cells. 

Old Myths 

i) Heart Rate - Heart Rate 140 or > 140/min it’s a 
female Heart Rate - 139/min or less it’s male. 

ii) Chinese calendar test Here mothers date of Birth 
and month of conception was taken in consideration. 

iii) Draino Crystals: To urine 3ml draino crystals were 
added (solution made) brown coloration was seen 
for females, green coloration was noted in males. 
Advances in Science was used for further female 
abuse. Abuse in terms of female foeticide and female 
infanticide is now as old as many cultures. Millions 
of gender selective deaths in history are seen and 
heard 

Female foeticide began since 1978 when scientific 
methods determined tests for sex determination. Its origin 
was following amniocentesis used for various foetal well 
being tests. Female foeticide was seen more in higher classes 
and infanticide in lower class group of people 


It’s a critical problem in III world countries India, China, 
Pakistan and Bangladesh, especially in China & India. In 
India mostly in Tamilnadu and Rajasthan especially in 
villages and Tribal areas. Targets are female fetuses to avoid 
female children. 

In greece the murder of female infants was so common 
that among 6000 families notmroe than 1% had 2 daughters. 

In India young girls were murdered as a matter of 
course because of Hindu belief and rigid caste system. In 
some villages no girl babies were found. 

In Tamil Nadu in 300 poor hamlet 196 girls died under 
suspicion. Some were fed dry unhurdled rice that punctured 
their wind pipes, swallowing poisonous powdered 
fertilizers, some strangulated or starved to death An 
incidence in Tamil Nadu where after the birth of Ilnd 
daughter the mother refused to nurse here baby for 3 days. 
The villages sympathizing with the mother and fedup with 
the cries of the baby, fed the baby with castor oil mixed 
with small quantity of milk. The baby bled from nose and 
other sources profusely and died soon after. A daughter 
always a liability and they thought how could the mother 
bring up another girl. 

In Jaipur 3500 female foeticides per year on average 
seen and where killing is no sin. 

UNICEF studies in Bombay conducted in 1984 showed 
7999 out of 8000 Aborted foetuses were females.. 

In Rajasthan good nutritrious diet, health care and more 
money spent for clothing of boys than for girls or women 

Tamil Nadu government finances parents who have 2 
or more females and voluntarily undergo sterlization. 

Statistics: Show that 85% high and Middle class women 
undergo sex determination because they can afford 50% 
are forced by husbands and their families 42 and of 50 
gynaecologist in Bombay do sex determination 6 out of 42 
do chorionic villus sampling. In India 19% of doctors see 
it as a wrong practice. 

Sex determination is now a social problem like dowry 
and child marriage. No point in blaming doctors alone. This 
practice has been banned medically and morally. Its 
consequences will be altering male female ratio which can 
have senous impact in future 

Campaign against sex determination & preselection was 
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started first in 1985 in Bombay and other cities. 

Private bills one in parliament and other in Maharashtra 
legislature. 

a) Determining spread of sex determination tests and 
female foeticides in Bombay city. 

b) Finding related aspects of this practice. 

c) Doctors involved in such practice punishment for 5 
years along with punishment for females. Govt, 
imposed ban on such tests w.c.f 1996 Jan i.e, no 
genetic tests can be done in any institution unless 
specifically recognized for this purpose by state govt 

SRO-198. Prenatal determination of sex is an offence 
punishable under law Violation of law could lead to 5 years 
prisonment. In exercise of powers confcred by subsection 
3 of section I of J&K preconception and prenatal sex 
selection prohibition and regulation act 2002 It appointed 
1st June 2002 as the date on which the said act came into 
force by order of J&K Govt, issued by department family 


welfare, Ministcry of Health, Govt, of India. 

References: 

1. Banning Prenatal sex determination. The scope and the limits 
Maharnsthra legislation. A Reader Edited by Lakshrni ° 
1998. 

2. The Victimizing Discours: Sex determination Technologies and 

policies Arora, Dolly. Economic and political weekly Feb 17 
1996 page 420-424. '• 

3. The I Iindu: Prenatal tests. Edition of India’s National News Pa 

Thursday April 11, 2002. ** r 

4. The Hindu warning of Prenatal diagnostic tests. India’s National 
News Paper Wednesday March 06. 2002 (Business live The 
sportstar. Frontilinc) 

5. Sex selection and Questions of law. Gender Issues, India’s 
Natioonal Magazine The Hindu. Issue 21, Oct. 14-27 2000 

6. Sex determination tests: summons health secretaries of II Major 
states asked to personally present on January 29. 



Vol. 10 No. 3, July- September 2003 


ARTICLE 


JK-PRA CTITIONER 


TIC MALIGNANCY OF BONE (PART II) 


M.D- 


— ~p^ACover 11 foyear period (Jan 1991-June 2002) revealed ! 10 bone tumors, including 29 metastatic cancers. 
£bst rl,ct ‘ ^ were excluded. Added to this is one case of metastatic paraganglioma to sternum that was recorded 
lytnph° ma ‘i j^ere were 22 cases o/Adeno-C arcinoma. 3 cases of Small Cel! Anaplastic Carcinoma, 3 cases of Follicular 
s iibsC‘] uen pfa vro id I case of Undifferentiated Large Cell Carcinoma and l case of Paraganglioma. Histopathology 
£orcin° ma ■ available in all but one case of Large Cell Undifferentiated Carcinomao and one case of Paraganglioma. 
c oinp arison of Ade no-Carcinome, were correctly diagonosed on FNAC. This case of me lastaticAdeno-Carcinoma 

. it Liif fiflC L CL J i * • via <• < ■ —. _ _ . 


All <>r>L ^ ca ] s pine was misinterpreted as Chordoma. In 12 cases ofAdeno-Carcinomas including 5 with known cancer, 
u PP erten , as suggested' consistent with the known primary tumor. Smears in 3 cases of Small Cell Anaplastic Carcinoma, 
priirU'O % \p 0 Hicular Carcinoma Thyroid, 1 case of Undifferentiated Large Cell Carcinoma and l case of Paraganglioma 
}case*°. sljc to suggest the primary Overall sensitivity of FNAC digonosis of skeletal metaslsis were 96.4%.. 
were dig<^ ^ s j. e j e t a j metastatic cancer by FNAC is simple non-invasive procedure in patients with known and unknown 
piognos's ^t er mine the staging and institution of appropriate therapy, 
cancet* 


Kev 


<ords ’ FNAC Pone tumor. Metastatic Bone cancer 


tj Prnrtitiouer 2003;10(3):231-235 

INTRODUCTION: 

Metastasis is the most frequent bone cancer that occurs 
• bout 30% of patients with cancer 1 - 2 . Any site may be 
oived but the most frequents sites arc the axial skeleton. 
Toximal femur and proximal humerus'. In adults 
carcinomas particularly adeno-Carcinomas are most 
feauent whereas Sarcomas are rare. Most of the skeletal 
r j astasis originate from breast in females and prostate in 
D !cn followed by Carcinoma lung and kidney in cither sex'. 

. children the most frequent cancers metastasing to bone 
arc Neuroblastoma. Wilm's tumor and Rhabdomyosarcom. 
Lv tic bone lesions for suspected metastasis have been the 
main targets of FNAC since early 1930s J . 

Author reports here his experience on FNAC of 
metastatic bone disease over a period of eleven and a half 
year (Jan 91- June 2002) 

MATERIAL AND METHODS: 

These have been discussed in part 1 of the series. 

The cytologic criteria for diagnosis of metastatic bone 
cancers are available in various texts on Cytology 


bj 


RESULTS: 

FNAC over 11 Vi years revealed 110 bone tumors, 
including 29 metastatic bone cancer (Table 1 & II). 
Excluded from the analysis are 4 cases of disseminated 


Non-Hodgkin's Lymphoma , diagnosed initially by FNAC 
of bone (Table III).Added to this scries is an interesting 
case of Paraganglioma metastatic to sternum diagnosed 
on FNAC (Case 30, Table II). 

As shown in the table II, the age of the patients varied 
between 31-85 years with 22 males and 8 females. 21 were 
located in the axial skeleton and 9 in the long bones. All the 
patients had history of local pain/swelling and osteolytic/ 
osteoblastic lesions on x-rays. Table IV summarizes the 
cyto-histopathology correlations.Cytology of the smears 
is shown in Figs 1-8A. Thus it can be seen that there 
were 22 cases of Adeno-Carcinoma, 3 cases of Small 
Cell Anaplastic carcinoma. 3 cases of Follicular Carcinoma 
Thyroid, 1 case of Undifferentiated Large Cell Carcinoma 
and 1 case of Paraganglioma. Out of 22 cases of Adeno¬ 
carcinoma, diagnosis of Adeno-carcinoma was correctly 
made in 21 cases with 1 incorrect diagnosis (case. 10) of 
Chordoma for mucinsecreting Adeno-carcinoma in upper 
cerv ical spine. 

In 5 cases (cases 6,14,16,25 and 27) primary could be 
suggested. In another 5 cases Cases 08,12,17,20.21) 
smears were compatible with metastasis lrom known 
primary sites. In another 2 cases (case 3 & 19) imaging 
showed large masses in the lung and pancreas respectively, 
to suggest a possible primary. In 10 cases (cases 
1,2,5,10,11,18,22,24,28,29) there was no clue to primary 
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Metastatic Malignancy of Bone 



Fig 01. FNAC; Metastatic adeno- carcinoma mucinous to 
upper cervical spine. MGG x 400. 



Fig 02:FNAC: Metastatic Follicular Carcinoma Thyroid 
Smers from pubic ramus shows well formed follicles. & y,e 

colloid in the center. MGGx 400. 



Fig 03:FNAC: Metastasis to humerus from Adeno¬ 

carcinoma Kidney. Tumor cells in flat sheets show round 
nuclei with little variation In size, & abundant pale 
vacualated cytoplasm MGG * 400. 



Fig 04. FNAC Smears from metastatic Adeno -Carcinoma 
Prostate to ileum, shows tight clusters of small cells, with 
. little variation in tumor cells MGG x 400 



Fig 05. FNAC Metastasis to bone from Carcinoma 
Stomach shows clusters of tumor cells with eccertrlc 
hyperchromatlc nuclei & purpish mucinous material In 
cytoplasm ( signet ring cells ) MGG x 400. 


Fig 06: FNAC: Metastasis to Iliac bone, with a cluster of 
Large Undifferentiated Carcinoma cells. Rt lung showed a 

large mass MGG x 400. 
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Metastatic Small Cell Anaplastic Carcmoma 
fig o7:fN ma „ tumor cells with hyperchromatic nuclei 
rib shows sm ed in dusters,poorly formed acis 

scanty cyt ° & P lndian .file arrangement MGG x 400. 


Fig. 08(A) FNAC: Metastatic Paraganglioma to sternum. 
Round to elongated cells with almost naked nuclei showing 
considerable variation arranged in small graps, dispersed 
A acinar arrangement on right hand side and clean 

background MGG x 400 


08 (B)Plain X-Ray -abdomen of same patient (8A) shows 
tumor in the left adrenal. 


I d history of local pain/swelling and osteolytic/ 
p oUen s _c lcsions 0I1 x-rays Tabic IV summarizes the 

°?°histopathology correlations Cytology of the smears 

cvl °‘ ' „ pj.,,- l-XA Thus it can be seen that there 

1S shown m rig* 


Table IV: FNAC- Metastatic Malignancy, Bone 


to suggest a possible primary In 10 cases (cases 
1,2,5,10,11,18,22,24,28,29) there was no clue to primary 
on FNAC Smears in 3 cases of Small Cell Anaplastic 
carcinoma and 3 cases of metastatic Follicular Carcinoma 

- of thyroid were fairly 

_______ characteristic to suggest the 



01 . 

02 . 

03. 

04. 

05. 

06 


Adenocarcinoma 

Chordoma 

Small cell Anaplastic 
Carcinoma 
Follicular carcinoma 
Thyroid 

Undifferentiated Carcinoma 
Large Cell 

Paraganglioma _ 


21 cases 
1 case 

» 

3cases 

3 cases 

lease 
1 case 


Histopathology 


Adenocarcinoma 

21 cases 

Adeno-carcinoma 

1 case 

Small Cell Anaplastic 

3 cases 

Carcinoma 

3cases 

Follicular Crcinoma 


Thyroid 

3 cases 


primary After FNAC 
diagnosis of paraganglioma 
imaging showed a tumor in 
the left adrenal(Fig 8B) 
Histopathology comparison 
from the melastasis/primary 
was available in all but the two 
cases including Large Cell 
Undifferentiated Carcinoma 
and Paraganglioma 


wqrc 22 cases of Adeno-Carcinoma. 3 cases of Small 
Cell Anaplastic carcmoma. 3 cases of Follicular Carcinoma 
Thyroid. 1 case of Undifferentiated Large Cell Carcinoma 
and 1 case of Paraganglioma. Out of 22 cases of Adeno¬ 
carcinoma, diagnosis of Adeno-carcinoma was correctly 
made in 21 cases with 1 incorrect diagnosis (case. 10) of 
Chordoma for mucinsecreting Adeno-carcinoma in upper 
cervical spine. 

In 5 cases (cases 6.14,16.25 and 27) primary could be 
suggested In another 5 cases Cases 08,12,17,20,21) 
smears were compatible with metastasis from known 
primary sites. In another 2 cases (case 3 & 19) imaging 
showed large masses in the lung and pancreas respectively . 


DISCUSSION: 

FNAC appears most useful in the diagnosis of bone 
nletastasis in addition to some low grade and high grade 
primary bone tumors K . The main aim of FNAC is to 
establish the diagnosis of suspected metastasis and an 
attempt to characterize the primary to determine the stage 
of the disease and appropriate therapy Metastasis to bone 
may be seen in patients of known cancer or be the 
manifestation of an occult primary . 

Skeletal metastasis are generally multifocal However, 
Carcinomas of the Kidney s and Thy roid are known to 
produce solitary lesions . Melanomas and Adrenal 
Neuroblastomas sometimes give nse to extensive skeletal 
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Table II- FNAC-Metasttic Malignancy - Bone 


- -- - 


S. No 


01 . 

02 . 

03. 

04. 

05. 

06. 

07. 

08. 


Age/Sex 


Anat site 


49/M 

55/F 

60/M 

60/F 

40/M 

65/M 

85/M 

45/F 


Humerus-UE 

Humerus-UE 

Iliac-crest 

Pubic ramus 

Mandible 

Humerus-UE 

Ribs 

Ribs 


FNAC 

Adeno-CA 

Adeno-CA 

Large Cell 

Undifferentiated-CA 

Follicular CA 

Thyroid 

Adeno-CA 

Adeno-CA 

Clear Cell 

SCAC 

Adeno-CA 


Hislopath 

Adeno-CA 

Adeno-CA 


Follicular CA 
Thyroid 
Adeno-CA 
Adeno-CA 
Clear Cell 
SCAC 
Adeno-CA 


09 

55/M 

Ribs 

SCAC 

SCAC 

10. 

60/M 

Cervical 

Chordoma 

Mucinous 



Spine 


Adeno-CA 

11 

75/M 

Clavicle 

Adeno-CA 

Adeno-CA 

12. 

58/M 

Ribs 

Adeno-CA 

Adeno-CA 

13 

70/M 

Scapula 

Adeno-CA 

Adeno-CA 

14. 

75/M 

Sternum 

Adeno-CA 

Adeno-CA 




Prostate 

Prostate 

15. 

65/M 

Iliac crest 

Follicular-CA 

Follicular -C 




Thyroid 

Thyroid 

16. 

65/M 

Lumberspine 

Adeno-CA 

Adeno-CA 




Prostate 

Prostate 

17. 

60/M 

Humerus-LE 

Adeno-CA 

Adeno-CA 




(Signet Ring) 


18. 

55/F 

Femur-LE 

Adeno-CA 

Adeno-CA 

19 

78/F 

Humerus LE 

Adeno-CA 

Adeno-CA 

20. 

31/F 

Pubic ramus 

Adeno -CA 

Adneno -CA 




mucinous 

mucinous 

21 

60/M 

Humerous-UE 

Adeno-CA 


22. 

50/M 

Scapula 

Adeno-CA 

Adeno-CA 

23 . 

54/F 

Scalp 

Follicular-CA thyroid 


24 

60/M 

Scalp 

Adeno-CA 

Adeno-CA 

25. 

60/M 

Ischium 

Adeno-CA prostate 

Adeno-CA 

26. 

45/M 

Sclap 

SCAC 

SCAC 

27. 

75/M 

Iliac bone 

Adeno -CA prostate 

Adeno -CA prostate 

28. 

49/M 

Femur UE 

Adeno -CA 

Adeno -CA 

29. 

42/M 

Femur UE 

Adeno -CA 

Adeno-CA 

30. 

70/M 

Sternum 

Paraganglioma 



Primary 



Kidney 

Lung 

Breast 

Lung 


Adeno-CA II 
Part Duodenum 

? Lung 
Prostate. 

Thyroid 

Prostate 

Stomach 


? Pancreas 
Colon 

G/E junction 

Thyroid 

Prostate 

Lung 

Prostate 


involvement. Ewings sacrcoma and Ostco-sarcoma have 
a certain propensity to metastasize to other regions of the 
skeletal system. The bones most frequently involved are 
the spine, pelvis, femur, skull, ribs and humerus 4 . 

FNAC diagnosis of metastatic bone cancer has been 
facilitated with the presently available imaging techniques 
which can target the deeply situated and small bone lesions. 
The larger and superficial lesions can however be aspirated 
with the help of radiographs alone. The metastatic bone 
lesions have been the main target of FNAC, much earlier 
than the FNAC of primary bone tumor that took off in mid 
1960's. The diagnosis of metastatic bone disease on FNAC 
is much more easier than primary bone tumors. A number 
of publications are available on the subject 8 ‘ 20 . There are 
also some case reports of unusual tumors metastasing to 


bone 21 ' 25 or metastasis to unusual sites 2t>:27 . An accuracy 
of 78.4% to 97% is reported in various scriese l2 ' l<17 

Table III: FNA C-Me ta static Malignancy, Bone Non-Hodgkin's 

Lymphoma 


S.No 

Ag^/Sex 

Anat Site 

FNAC 

Histopath 

01 

40/F 

Rib & Soft tissue 

LCL 

LCL 

02 

65/M 

Ischium 

LCL 

LCL 

03 

70/M 

lliacbone 

LCL 

LCL 

04 

45/M 

Ribs & Soft tissue 

LCL 

LCL 


In the present series a total of 30 cases of metastatic 
cancers to bone diagnosed on FNAC are reported. The 
study' excludes the 4 cases of Non-Hodgkin’s Lymphomas, 
though disseminated, but diagnosed initially by FNAC (Table 
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■—-^of metastatic Adeno-Carcinomas, 21 

^Tout of 22 ®ff pn0S ed with one incorrect diagnosis (Case 
Zee o^Vhofdoma for mucinous Adcno-carcmoma. 

In fig 1) °‘ ^se tumors, as Adeno-Carc.nomas, was 
IV^^lnterpret Smears of metastatic Small Cell 
Z difr,CU r Carcinomas (Fig 7) were fairly characteristic 
Anapl^J primary. Though known to arise from a 
to sugS est * i u ngs remain the most common primary 
variety of s fX. n Ana plastic Carcinoma. Smears of die 
site of Sm p Iicu iar Carcinomas Thyroid (Fig 2) were fairly 
metastatic ^ t and suggest the primary. Smears of 

diagnostic to ng i ioma may not be easy to interpret 

the ® etastaU u verse d with the cytology of these rare 
un^s one is f wJth wide experience wiUi FNAC of 
tumors- , difficulty to suggest the diagnosis. 

"l . • I • 1 A 


these himor n subseqU enUy revealed a tumor in lefi 

l0iagi^8 p g gx 

adrenal (rig AC diagnosis of lytic/sclcrotic bone 

In SUI fJie?astatic cancer is very' useful to establish 
jesions oi {ieni w ith known or unknown malignancy 
diagnosis m J modem imag i ng facilities. This is an easy 

" ilh 7 ‘^compared to an open biopsy in cancer patients 

fo deVemune the stage and appropriate therapy. 
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FNAC- GIANT CELL TUMOR OF BONE A STUDY OF 13 CASES 
(PART III ) 


A.R.Kha.i; B.A.Mir; 

ABSTRACT: Analysis of FNAC of bone tumors over over a period of II Z: years (Jan 1991 -June 2002) revealed 13 
cases of Giant cell tumors. Histopathology was available for comparison in all the cases. On FNAC 12 cases w ere 
diagnosed as Giant cell tumors and one case as Aneurysmal bone cyst. The histopathology showed 1 leases ofconvevtional 
giant cell tumors, one case of Giant cell tumor with secondaty Aneurysmal bone cyst and one case as primary malignant 
Giant cell tumor (G C T and fibrosarcoma). Thus the overall sensitivity was 92.4% and Specificity of 88.4%. U cas 
were originating from long bone with typical epiphyseal location in 10 cases and metaphyseal in one case. Remaining 2 
cases originated from metacarpals.FNA C' smears in the context ofclinical data and radiographic finding were characteristic 
of Giant cell tumor, comprising of closely intermixed. 2 cell population of mononuclear spindle and giant cells of osteo¬ 
clast type. Other giant cell lesions, tumor and tumor like which need exclusion before making diagnosed of Giant cell 
tumor, have been discussed. 

The study proves that the pre- operative value of FNAC diagnosed of GiantI cel! tumor bone in the context of clinical 
data and radiographs can avoid more invasive procedure of open or needle core biopsy. 


Key- Words : FNAC Primary bone tumors. Giant cell tumor ( GCT) 
JK-Practitioner 2003;10(3):236-238 


INTRODUCTION 

Giant Cell tumors (GCT) of bone is a tumor of unknown 

histogenesis constituting about 5% to 8% of all bone 

tumors 1 ' 5 . Though seen over a wide age range of 10-70 

years, most cases occur in the third and fourth decades 
• 

with slight female predominance The most frequent 
sites arc ends of the long bones 1 ' 5 

Diagnosis of GCT bone is generally made on open and 
needle biopsy. However pre-operative FNAC diagnosis is 
now well documented in several publications 415 with 
obvious clear advantages over both open and needle core 
biopsies. 

Material & Methods 

A retrospective analysis over a 11 12 years (jan 91-junc 
2002) reveated 110 bone tumours including 13 cases of 
giant cell bone tumours The aspirations were conducted 
with the help of radiograps. A 20 ml disposable syringe 
with & without syringe holder 23-18 gauge disposable 
needles The material aspirated was smeared on 5 - 8 slides. 
M.G G &Hacmatoxylin stains were used regular} on all 
slides. Some slides were reserved for any special studies. 

Results 


arc shown in table 1. Age of the patient varied between 18 
& 50 years though most cases ( 9/13 ) were seen in third 
and fourth decades. There were seven males and six 
females. 11 cases were from the ends of long bones (10 
from epiphyseal region & 1 from metaphysis ) and 2 from 
the mctacarpals. 12 cases were diagnosed as GCT & one 
case as aneurysmal bone cyst. Histiopathology showed 
typical conventional GCT in 11 cases, primary malignant 
GCT (conventional GCT & fibro-sarcoma) in one and 
GCT with secondary aneurysmal bone cyst, in one case.. 

Cytologic findings: 

The smears were haemorrhagic and all but one case 
revealed adequate cellular material. There were two cell 
populations, mono-nuclear and giant cells mostly closely 
inter-mixed. The monomorphic mononuclear cells 
disposed in small and large clusters and dispersed were 
spindle to ovoid with moderate amphophilic granular 
vacuolated ill-defined cytoplasm, ovoid nuclei with bland 
chromatin and 1-2 indistinct nucleoli. The giant cells mostly 
inter-mixed with mononuclear cells but also dispersed 
showed abundant dense basophilic fuzzy cytoplamic 
margins and multiple nuclei (> 15/ccll) with morphology of 
nuclei of mononuclear cells. The background was clean. 
(Figs. 1 & 2). 


Tire clinical data. FNAC and histo-pathology of 13 cases 
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„ Giant cell tumour bone - shows closely 

°' os, ° c,as ' ,ypa 


Fig 02. FNAC- Higher power view of fig 01 to high light details 
of monocular cells Aglants cells.Polyhedral to spindle 
mononuclear tumour cells arc uniform with a benign looking 
ovoid nuclei A moderate light basophilic cytoplasm. Giant cells 
show numerous overlapping nuclei A amphophilic ragged 
cytoplasmic margins. MGG x 400. 



cKtac Giant cell tumor of tendon - sheath, shows 
Fig 03 ,, s with benign nuclei and scanty, III defined 

nono-nuc'e Eosioph nic homogenous material with 

, C ^' d nuclei (collagen).Inset show mononuclear cells 
'<T l Giant cell Is morphologically indistinguishable 
<»* 0 l3nl from Osteoclast of GCT MGGxAOO. 

jiscussion: , 4 f 

Giant cell tumor (GCT) of the bone is a tumour of 

mknown histogenesist with distinct morphology. Some 5 " 

■ategorise GCT bone into three grades, grade 1 

conventional tumour) Grade 2 (borderline tumour) and 

3 rade three (malignant tumour). Mirra" believes that low- 

jradc malignant neoplasm is an appropriate designation 

or GCT bone. Others 16 ' 19 consider only two sub-types of 

lie tumor, benign and malignant GCT boneon histology. 

Hie malignant GCT bone is a rare neoplasm" It is also 

ivell known that histopathology alone may not always 

predict the behaviour of the tumour, since it is well recorded 

lhat histologically benignlooking GCT bone metastasized 30 . 

The molecular biology may help to settle this riddle in future. 

The FNAC smears in the clinical and radio-graphic 

contxex are farely characteristic to suggests the diagnosis 

of GCT bone. Thus in present study 11 cases were 


Fig 04. FNAC- Giant cell rich Osteo-sarcoma.The 
mononuclear tumor cells show striking malignant 
features in total contrast with mononuclear cells of 

GCT bone. 

correctly diagnosed as GCT 1 case of GCT with 
secondary ancurismal bone cys was diagnosed as 
aneurysmal bone cyst and 1 case of primary malignant 
GCT as GCT conventional on FNAC, thus giving a 
sensitivity of 92.4% and specificity of 88.4 %. The case 
of GCT with ABC as wcllas malignant GCT could have 
probably been sorted out with the help of radiologist and 
multiple punctures. Primary malignant cell is a rare tumor 
and therefore, not a big concern. There is a report of 
diagnosis of aggressive GCT on FNAC from sampling of 
soft tissues extention of the tumour l0 . FNAC diagnosis 
of GCT accuracy of 57 % to 91 % has been reported in 
the literature 0 * 815 GCT of the long bones, in variably arise 
from the epiphysis though rarely they may arise from the 
metaphysis as one case (case 13) in this study In one 
study 3 out of 445 giant cell tumours arose from the 
metaphysis l8 . 

Before concluding the diagnosis GCT bone on FNAC 
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sn\:pr>. mors with giant cells and tumour like lesions 
need exclusion. These include Chondro-blastoma, 
Aneurysmal Bone Cyst, Brown Tumur of hype- 
parathyroidism. Giant cell tumur tendon sheath and Giant 
cell rich Ostco-sarcoma. In chontroblastoal smears arc 
cellular with dispersed non-cohesive mono-nuclear cells 
having round to ovail nuclei, with occasional nuclear 
grooves. The giant cells are sparser and smaller.Chondroid 
matrix max' be present in the back-ground. The cytology 
of Chondro-blastoma has been described by Fanning 21 
and Kilpatrich “ Ancurysmalbone cyst yield frank blood 
with little cellular material of occasional osteo-clasts, osteo¬ 
blasts and Fibrous strands. The Brown tumur smears show 
scattered mono-nuclear and giant cells. The Giant cell 
tumur tendon sheath is generally an extra-osseous lesion 
with dispersed mono-nuclear cells and giant cells. The 
mono-nuclear cells have scanty ill defined cytoplasm, with 
mono-morphic nuclei and irregular nuclear margins. The 
giant cells are dissociated from mono-nuclear cells, very 
scanty in number and may be small in size or in same size 
range as in GCT bone. Occasional collagen strands and 
macro-phages are seen (Fig 3). Giant cell rich Osteo¬ 
sarcoma show giant cells of Osteo-clast and/or malignant 
tumur giant cells, but clue to the diagnosis is the striking 
atvpia and malighnat nature of the mon-nulcear tumour 
cells, irrespective of the presence or absence of ostcoid(Fig 
4). The clinical and radio-logic data, further help in 
differential diagnosis of all these lesions. 

In summary, therc-fore. the study amply demonstrates 
the utility of pre-operative FNAC diagnosis of GCT in the 
experienced hands with all advantages, including like 
siniplicitlv of procedure and least trauma to the patient, 
over open or needle core biopsy. 


Table: FNAC-Giant Cell Tumor (Bone)7 


S.No. 

Age/Sex 

An at Site 

FNAC Histopath 

01 

34 /M 

Upper tibia 

GCT 

GCT 

02. 

50/M 

Femoral Condyle 

GCT 

GCT-Malignant 

03 

20/M 

Meta carpal 

GCT 

GCT 

04. 

25/M 

Humerus(LE) 

GCT 

GCT 

05. 

19/F 

Femur(LE) 

GCT 

GCT 

06 

17/F 

Femur(LE) 

ABC 

GCT+ABC 

07 

30/M 

Femur(LE) 

GCT 

GCT 

08 

35/F 

Femur(LE) 

GCT 

GCT 

09 

30/M 

Humerus(UE) 

GCT 

GCT 

10 

38/M 

HumerusUE) 

GCT 

GCT 

11(a) 

35/F 

Meta-carpals 

4* & 5® 

GCT 

GCT 

11(b) 

—— " 

Tumor recurrence 

GCT 

(Conventional) 

12 

17/M 

Radius(LE) GCT 

GCT 

13. 

21/F 

Femur (LE) GCT 

GCT 

Abbreviations GCT - Giant Cell Tumour, 

LE—Lower End 

UE- 

Upper End 
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FIRST GLOBAL EPIDEMIC OF 21 st . century 


Tabish MD. FAMS 




t history human populations have undergone shifts in their relations with disease - shifts that arc always 
Throug* 10 ^ changes in the way people interact with the environment. There have been three epidemiological transitions, 
linked ,0 "^jgmiological transition took place 10,000 years ago, when people abandoned their nomadic existence and 
The f^ 1 C P‘ That profoundly new way for life disrupted ecosystems and created denser living conditions that led to 
began faru,inS The sccon d epidemiological transition was during middle of the 19 th . century when the industrial revolution 
tfiN S the USA and Europe (giving rise to diseases of civilization: cancer, clogged arteries, diabetes, osteoporosis), 
look h° ."'jyfing 1971 when the war against infectious diseases seemed to have been won. And in the past two decades 
p ar ticuln r y ^ ^ illnesses such as hepatitis C, cat scratch disease, Ebola virus, Hanta virus and others has created a third 
the emergen ^ transition, a disheartening set of changes that in many ways have reversed the effects of the second 
gpjdeniio og^ witJl ji ie shift to globalism. Burgeoning population growth and urbanization, widespread environmental 

transitio* 1 an dJng g i 0 bal wanning and tropical deforestation, and radically improved methods of transportation have 

degradation^ 

new ways of contracting and spreading disease. 

giVCn nS | C and pathogens have a long history' together. Infections have been detected in the bones of human ancestors 
P< T 6 a million years old, and the evidence from the mummy of the Egyptian pharaoh Ramses V suggests that he may 
^Ted from smallpox more than 3,000 years ago. Widespread outbreaks of disease arc also well documented. Between 
h8VCdl d 1351 roughly a third of the population of medieval Europe was wiped out by bubonic plague, which is carried 
^ that live on rodents. In 1793, 10 percent of the population of Philadelphia succumbed to yellow fever, which is 
by d h ' mosquitoes. And in 1875 the son of the Fiji chief came dowm with measles after a ceremonial trip to Australia. 
$***7 j? ur mont hs more than 20,000 Fijians were dead from the imported disease, which spreads through the air when 

. victims cough or sneeze. 

,ts p le and invading microorganisms evolve together: people gradually become more resistant, and the micro organisms 
P60P less virulent. The result is either mutualism, in which the relation benefits both species, or commonsalism, in 
df°hone species benefits without harming the other. Chicken pox and measles, once fatal afflictions, now exist in more 
r“ C fonlis The best interests of an organism are not served if it kills its host; doing so would be like picking a fight 

Sthe person who signs your paycheck. 

We are living in the twilight of the antibiotic era. Within our lifetimes, scraped knees and cut fingers may return to the 
aim of fatal conditions. The third epidemiological transition is restoring a more traditional relationship between human 
K . beast ie. We may be returning to pre-antibiotic circumstances more familiar to our ancestors than to us, in which 
^dden, unpredictable and often fatal illness was a way of life. 

The modem world is becoming a viral superhighway. Our newly global society is characterized by huge increases 
in population, international travel and trade - factors that enable diseases to spread much more readily than ever before 
from person to person and from continent to continent. By 2020 the world population will have surpassed seven billion, 
and half those people will be living in urban areas. Developing countries are already hard-pressed to provide severs, 
plumbing and other infrastructure; in the future, clean water and adequate sanitation could become increasingly rare. 
Meanwhile, political upheavals regularly cause millions of people to flee their homelands and gather in refugee camps, 
which become Petri dishes for germs. 

Left unchecked, today's emerging diseases can become the endemic diseases of tomorrow. This is what happened 
with HIV/AIDS, which spread from a remote part of Africa to all other continents 20 y ears ago, and is now entrenched 
all over the world, necessitating a major international control efforts. 

We humans are the self-proclaimed smartest creatures on the planet. But no matter how scientific or advanced we 
become, we are still at the mercy of Nature. What better proof do you want of that than the fact we have not been able 
to find a cure for the commonest of all ailments, common cold? SARS now holds humans to ransom. The entire world 
has become its target. Imagine if those billions of dollars wasted on Iraq war were diverted to finding a cure for SARS! 
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Global epidemic of 21 rt . century 

SARS is the first global epidemic of the 21st Century, 
reacting to human population growth by evolving diseases 
be a natural population control mechanism. 



It will historically be seen that way. Nature, it 
faster than we can keep up: these new pandemics 


appears, i s 

n, ay simply 


SARS cases continue to be reported from a growing number of countries. A cumulative total of 8295 eases with 75n 
deaths (as on May 29,2003) have been reported from 33 countries. SARS was first identified in Viet Nam on 28 Febru 
when Dr Carlo Urbani, an epidemiologist from the WHO office in Hanoi, examined a patient with a severe fom^r 
pneumonia with no known cause. By 11 March, at least 20 hospital workers in Hanoi's private French Hospital and 23° 
a hospital in Hong Kong, were ill with a similar acute respiratory syndrome. ’ * at 

SARS is the first severe and readily transmissible new disease to emerge in the 21 st century. Though much about tl 
disease remains poorly understood and frankly puzzling, SARS has shown a clear capacity for spread along the routes 'f 
international air travel. At present, the outbreaks of greatest concern are concentrated in transportation hubs or spreadi° 
in densely populated areas. WHO regards every country with an international airport, or bordering an area having recTl 
local transmission, as at potential risk of an outbreak The first cases of SARS arc now known to have emerged in mid 
November 2002 in Guangdong Province, China. The first official report of an outbreak of atypical pneumonia in the 
province, said to have affected 305 persons and caused 5 deaths, was received by WHO on 11 February. Around 30% of 
cases were reported to occur in health care workers. In the meantime. SARS was carried out of Guangdong Provincc°on 
21 February by an infected medical doctor who had treated patients in his home town. He brought the virus to the ninth 
floor of a four-star hotel in Hong Kong. Days later, guests and visitors to the hotel's ninth floor had seeded outbreaks of 
cases in the hospital systems of Hong Kong. Viet Nam, and Singapore Simultaneously, the disease began spreading 
around the world along international air travel routes as guests at the hotel flew home to Toronto and elsewhere, and as 
other medical doctors who had treated the earliest cases in Viet Nam and Singapore traveled internationally for medical or 
other reasons. When the disease moved out of southern China, the outbreaks it seeded - in Hanoi, Hong Kong, Singapore 
and Toronto - became the initial "hot zones" of SARS. characterized by rapid increases in the number of cases, especially 
in health care workers and their close contacts. In these areas. SARS first took root in hospital settings, where staff 
unaware that a new disease had surfaced and fighting to save the lives of patients, exposed themselves to the infectious 
agent without barrier protection. All of these initial outbreaks were subsequently characterized by chains of secondary 
transmission outside the health care environment. Epidemiological analysis indicated that the new disease was spreading 
along the routes of international air travel. WHO immediately issued emergency travel recommendations to alert health 
authorities, physicians, and the travelling public to what was now perceived to be a worldwide threat to health. The global 
alert achieved its purpose. After the recommendations, all countries w ith imported eases, with the exception of provinces 
in China, were able, through prompt detection of cases, immediate isolation, strict infection control, and vigorous contact 
tracing, to either prevent further transmission or keep the number of additional cases very low. During the last week of 
April, the outbreaks in Hanoi. Hong Kong. Singapore, and Toronto showed some signs of peaking. On 28 April. Viet Nam 
became the first country to stop local transmission of SARS. However, new probable cases, including cases in hospital 
staff, additional deaths, and first eases imported to new areas continued to be reported from several countries. 

SARS demonstrates dramatically the global havoc that can be wreaked by a newly emerging infectious disease. At this 
moment, public health authorities, doctors, nurses, scientists, and laboratory staff around the world are struggling to 
cope with SARS at a time when some hope remains that the disease might still be contained. Economists and market 
analysts arc simultaneously struggling to calculate the present and future costs, initially estimated at US$ 30 billion in the 


Far East alone. Public panic is w idespread, some government officials have lost their jobs, and social stability has been 
jeopardized in some of the hardest hit areas. Hospitals, schools, and borders have been closed, and several governments 
have advised their citizens not to travel to hard-hit areas. 


SARS needs to be regarded as a particularly serious threat for several reasons. The disease has no vaccine and no 
treatment, forcing health authorities to resort to control tools dating back to the earliest days of empirical microbiology: 
isolation and quarantine. The virus comes from a family notorious for its frequent mutations, raising important questions 
about the future evolution of outbreaks and prospects for vaccine development. Epidemiology and pathogenesis are 
poorly understood. The initial symptoms arc non-specific and common. All available diagnostic tests have important 
limitations. If tests arc poorly conducted or results wrongly applied, patients excreting virus and thus capable of infecting 
others can slip through the safety net of isolation and infection control. The disease continues to show a disturbing 
concentration in previously healthy hospital staff - the human resource vital to control. A significant proportion of 
patients require intensive care, thus adding to the considerable strain on hospital and health care systems. Evidence is 
mounting that certain source eases make a special contribution to rapid spread of infection. Tire maximum incubation 
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iod, curr< 


nose, ox 
other pcop' c 


1 - estimated at 10 days, allows spread via air travel between any two cities in the world. WHO's most recent 
^ou, — ent j es overall case fatality’ in the range of 14% to 15%. In persons over the age of 65, the case fatality ratio can 

jjlvsis 6 s " 

SARS have some features in common: resistance to antibiotics and other drugs, species-jumping nature, that 
AIDS a n i ia nnlcss in one species but fatal in another (a good example is Crcut/.fcldtz Jacob Disease, which is 
is they may C > an d result of human interaction with animals (there is a theory that the AIDS virus crossed over into 
har ni!css in s £ lood i clt i,ig ceremonies involving the African green monkey). 

|,0D>‘ U,S u 

gpidemi°| 0 S ,ca, ^ v diat sars appears to spread is by close person-to-person contact. Most eases of SARS have 
The primary carc d for or lived with someone with SARS, or had direct contact with infectious material (for 
involved P c0 * > - rator y secretions) from a person who has SARS. Potential ways in which SARS can be spread include 
example res P^ ot i 1C r people or objects that are contaminated with infectious droplets and then touching your cyc(s), 
louchmS m c s can happen when someone who is sick with SARS coughs or sneezes droplets onto themselves, 

°le or nearby surfaces. It also is possible that SARS can be spread more broadly through the air or by other ways 

rurrently not known. 

that arc c die j asl jo days have traveled to a known SARS area, or have had close contact with a co-worker or 

Workers,' suspected or probable SARS could be at increased risk of developing SARS and should be vigilant for 

family mem ^ ^ ^ ver (g rca t cr than 100.4° F) or respiratory symptoms (e g., cough or difficulty breathing). If these 
the deve °P"^ c j o p y 0U should not go to work, school, or other public areas but should seek evaluation by a health-care 
jymptoms cl j cc infection control precautions recommended for the home or residential setting; be sure to contact 
provider an prov jd e r beforehand to let them know you may have been exposed to SARS so arrangements can be 
your hea J cccssary t0 prevent transmission to others in the healthcare setting. 

made, as ^ surv j v e as long as 24 hours outside the body : doctors and nurses who touch their protective gear while 
■ V 'into regular clothing may be unwittingly exposing themselves and others to the coronavirus. 
changing^ Q p ( j cal ] 1 f r0 m SARS may have less to do with a particular strain of the virus and more to do with the body 's 
^ nS it The immunological and inflammatory response of the body could be contributing significantly to the damage 
reaction ^ ^ na jij n g that down, along with questions of whether surv ivors become immune to further infection and 

10 te disease is pennanently with us, like AIDS, will lake more research. 

w hctncr ^ associated etiologically with a novel coronavirus, SARS-CoV. Evidence of SARS-CoV infection has 
tified in patients with SARS in several countries, including the United States. Several new laboratory- tests can be 
^ CCnl detect SARS-CoV. Serologic testing for coronavirus antibody can be performed by using indirect fluorescent 
use ?*J • orenzyme- linked immunosorbent assays that are specific for antibody produced after infection. Although some 
anl . y h ° avc detectable coronavirus antibody during the acute phase (i.c.. within 14 day s of illness onset), definitive 
P aIC tation of negative coronavirus antibody tests is possible only for specimens obtained >21 days after onset of 
interprets ^ revcrse transcriptase polymerase chain reaction (RT-PCR) test specific for viral RNA has been positive 
the first 10 days after onset of fever in specimens from some SARS patients, but the duration of detectable viremia 
W ^ siding is unknown. RT-PCR testing can detect SARS-CoV in clinical specimens, including scrum, stool, and 
° r al secretions. Finally, viral culture and isolation have both been used to detect SARS-CoV. Absence of SARS-CoV 
Antibody' in serum obtained <21 days after illness onset, a negative PCR test, or a negative viral culture docs not exclude 

coronavirus infection. 

Reported U.S. cases of SARS still will be classified as suspect or probable; however, these cases can be further 
classified as laboratory-confirmed or -negative if laboratory data are available and complete, or as laboratory-indeterminate 
if specimens are not available or testing is incomplete. Obtaining convalescent serum samples to make a final determination 

about infection with SARS-CoV is critical. 

The Centers for Disease Control and Prevention (CDC) has sequenced the genome for the coronavirus believed to be 
responsible for the global epidemic of severe acute respiratory syndrome or SARS. The sequence data confirm that the 
SARS coronavirus is a previously unrecognized coronavirus. The a\ ailability of the sequence data will ha\e an immediate 
impact on efforts to develop new and rapid diagnostic tests, antiviral agents and vaccines. This sequence information will 
also facilitate studies to explore the pathogenesis of this new coronavirus. All of the sequence, except for the leader 
sequence, w-as derived directly from viral RNA. The genome of the SARS coronavirus is 29,727 nucleotides in length and 
the genome organization is similar to that of other coronaviruscs. Open reading frames corresponding to the predicted 
polymerase protein (polymerase la, lb), spike protein (S), small membrane protein (E). membrane protein (M) and 
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nucleocapsid protein (N) have been identified. Early in the course of disease, the absolute lymphocyte count is often 
decreased. Overall white cell counts have generally been normal or decreased. At the peak of the respiratory illness up to 
half of patients have leukopenia and thrombocytopenia or low-normal platelet counts (50,000 - 150,000 / pi). Early in the 
respiratory phase, elevated creatine phosphokinase levels (up to 3000 IU / L) and hepatic transaminases (2- to 6-times the 
upper limits of normal) have been noted. Renal function has remained normal in the majority of patients. 


Clinical Description 

The surveillance case definitions based on available clinical and epidemiological data are now being supplemented bv 
a number of laboratory tests and will continue to be reviewed as tests currently used in research settings become more 
widely available as diagnostic tests. 

Suspect case i 

1. A person presenting after 1 November 2002' with history of: 

- high fever (>38 °C) 

AND 


- cough or breathing difficulty 

AND one or more of the following exposures during the 10 days prior to onset of symptoms: 

- close contact with a person who is a suspect or probable case of SARS; 

- history of travel, to an area with recent local transmission of SARS 

- residing in an area with recent local transmission of SARS 

2. A person with an unexplained acute respiratory illness resulting in death after 1 November 2002, but on whom no 
autopsy has been performed 

AND one or more of the following exposures during to 10 days prior to onset of symptoms: 

- close contact, with a person who is a suspect or probable case of SARS; 

- history of travel to an area with recent local transmission of SARS 

- residing in an area with recent local transmission of SARS 


Probable case 

1. A suspect case with radiographic evidence of infiltrates consistent with pneumonia or respiratory distress syndrome 
(RDS) on chest X-ray (CXR). 

2. A suspect case of SARS that is positive for SARS coronavirus by one or more assays. 

3. A suspect case with autopsy findings consistent with the pathology of RDS without an identifiable cause. 

• 

Exclusion criteria 

A case should be excluded if an alternative diagnosis can fully explain their illness. 

Initial diagnostic testing for suspected SARS patients should include chest radiograph, pulse oximetry, blood cultures, 
sputum Gram's stain and culture, and testing for viral respiratory pathogens, notably influenza A and B and respiratory 
syncytial virus. A specimen for Legionella and pneumococcal urinary antigen testing should also be considered. Clinicians 
should save any available clinical specimens (respiratory, blood, and serum) for additional testing until a specific diagnosis 
is made. Acute and convalescent (greater than 21 days after onset of symptoms) serum samples should be collected from 
each patient who meets the SARS case definition. 

Clinicians evaluating suspected cases should use standard precautions (e.g., hand hygiene) together with airborne 
(e g.. N-95 respirator) and contact (e.g., gowns and gloves) precautions. Until the mode of transmission has been defined 
more precisely, eye protection also should be worn for all patient contact. 

Treatment regimens have included a variety of antibiotics to presumptively treat known bacterial agents of atypical 
pneumonia. In several locations, therapy has also included antiviral agents such as oseltamivir or ribavirin. Steroids have 
also been given orally or intravenously to patients in combination with ribavirin and other antimicrobials. At present, the 
most efficacious treatment regime, if any is unknown. 

Laboratory testing 

Researchers in several countries are working towards developing fast and accurate laboratory tests for the SARS. 
However, until those tests have been adequately field tested and shown to be reliable, SARS diagnosis remains dependant 
on the clinical findings of an atypical pneumonia not attributed to another cause and a history of exposure to a suspect or 
probable case of SARS or their respiratory secretions and other bodily fluids. 
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- ELISA (Enzyme Linked Immuno-Sorbant Assay) detects antibodies in the serum of SARS patients 
Antibody ‘ ^ 21 after the onset of clinical symptoms and signs. 

reliably » s ^^scence Assays detect antibodies in scrum of SARS patients after about day 10 of illness onset. This is a 
IfiiPit‘ n0 J f iring the use of fixed SARS-virus, an immunofluorescence microscope and an experienced microbiologist, 

pliable 1 .jV t es ts indicate that the patient was infected with the SARS -virus. 

posit*® 1 J sls ( P CR) - can detect genetic material of the SARS -virus in various specimens (blood, stool, respiratory 
^ or bod) tissue). Primers, which are the key pieces for a PCR test, have since been used by numerous countries 
^retions ^ ready-to-use PCR test kit containing primers and positive and negative control has been developed, 

ar ound p dic k jt by network members is expected to quickly yield the data needed to assess the test’s performance, in 
Testing 01 ^ primc rs developed by other WHO network laboratories. Existing PCR tests are verv specific but lack 
co<“° That means that negative tests can t rule out the presence of the SARS virus in patients. Various WHO 
sensiti' W- atorics are wor king on their PCR protocols and primers to improve their reliability-. 

net"’ 0 * ]a ilmre . virus in specimens (such as respirator)- secretions, blood or stool) from SARS patients can also be 
H bv infecting cell cultures and growing the virus. Once isolated, the virus must be identified as the SARS virus 
detccted ) ^ Cc n culture is a very demanding test, but the only means to show the existence of a live virus, 
with 


Infection Control 

H °Th c presenting to health care facilities who require assessment for SARS should be rapidly diverted by triage nurses 
Th0SC ra tc area to minimize transmission to others. Those patients should be given a N 95 mask to wear. StafT involved 
t° a sCp3 process should wear a N 95 mask and wash hands before and after contact with any patient, after activities 
‘ n o'cause contamination and after removing gloves. Wherever possible, patients under investigation for SARS should 
' ated from the probable cases. SARS cases should be isolated and accommodated in descending order of preference 
bC SCP *ative pressure rooms with the door closed, single rooms with their own bathroom facilities, cohort placement in an 
flS "^ith an independent air supply, exhaust system and bathroom facilities. Strict adherence to the barrier nursing of 
^ "t with SARS, using precautions for airborne, droplet and contact transmission is essential. Disposable equipment 
P aUC . n d S bc use d wherever possible in the treatment and care of patients with SARS and disposed of appropriately. If 
Sh ° U arc to be reused, they should be sterilized in accordance with manufacturers’ instructions. Surfaces should be 
id with broad spectrum disinfectants of proven antiviral activity. Movement of patients' outside of the isolation unit 
hid be avoided. If moved the patients should wear a N 95 mask. Hand washing is crucial. PPE (personal protective 
Sh ° U meat) should be worn by all stafT and visitors accessing the isolation unit. The PPE should include N95 mask as a 
eqU1 'mum single pair of gloves, goggles, disposable gown, apron, and footwear that can be decontaminated. All sharps 
Tould be dealt with promptly and safely. Linen from the patients should be prepared on site for the laundry staff. When 
5 obablc SARS cases are promptly detected, isolated, and managed according to strict procedures of infection control, 
further spread to hospital staff and family members either does not occur at all or results in a very small number of 
secondary infections. The SARS virus spreads, in the vast majority of cases, through exposure to respiratory droplets 
during close face-to-face contact. Because the virus is new. much about its behaviour is poorly understood. Scientists arc 
working to determine the amount of time the virus can survive in the environment on both dry surfaces and in suspension, 

including in faecal matter. 


Responding to challenge 

The management of SARS requires a proactive and planned approach to ensure the appropriate prevention and control 
of the spread of disease by health authorities. In the absence of effective treatment modalities and non-availability of 
vaccine, prevention is an absolute necessity. 

Careful attention to infection-control precautions, both in home and health-care settings, remains critical to containment 
of SARS. Symptomatic persons should use infection-control precautions to minimize the potential for transmission and 
should seek health-care evaluation. Patients should inform health-care providers about the sy mptoms in advance so 
arrangements can be made, if necessary, to prevent potential transmission to others in the health-care setting. Patients in 
ambulatory settings should be screened promptly for fever, respiratory symptoms, recent travel, and close contact with 
SARS patients. 


Future threat 

Since this strain is relatively new to humans, genetic mutations which improve its ability to surv ive in our cells are 
possible. You only get one chance to eradicate something like this - once it's established, you've got a real problem. If 
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future genetic mutations make SARS more transmissible, the world would have a far bigger problem. 

We need to get access to information about disease outbreaks as soon as they occur and to share that information globally 
even faster than modem travel. We need to ensure this remains the case, so that SARS docs not become a burden on 
countries least able to afford it. We also need to share successful strategics to contain the disease and learn from what 
does not work. Effective surveillance and rapid response save lives, protects economies and is an essential pillar of both 
national and international security. 


The way forward 

The disease could be stopped if every one worked together. What is important is for all countries to participate and to 
help prevent it getting in a place where it would be very difficult to stop it. Let’s equip our scientists with money and 
everything they need in this fight. After all, it’s our lives they are fighting for. 

The world still had a window of opportunity to avoid the virus becoming endemic, such as flu and HIV... to contain 
it - lessen it where it is, and stop it spreading. The WHO says Vietnam - which has reported no new cases of SARS in 18 
days - could be declared the first country' to have contained its outbreak. SARS can still be brought under control - and 
perhaps even eradicated. It appears to be contained, certainly in developed countries, by very good containment and 
monitoring practices. The best way to tackle it is for governments to act swiftly and forcefully to isolate it. Let’s join 
hands and win this SARS war first - for ourselves and for posterity. Wc must be vigilant. The battle is not yet won. Our 
strategy should be to do what is possible to defeat SARS. We should not conclude that we will just have to accept it like 
all other diseases already affecting humankind. Globalization of disease and threats to health mean globalization of the 
fight against them. 
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l0tr odu ction of computerised imaging modalities. 
The e0ief ® ute d tomography (CT) and magnetic 
such a s c ° P ing (MRI) have initiated the digital age of 
^s° nance ^ntly even traditional analog or hard-copy 
radiology ^ ’ lain ri i m X-rays and mammography, 
formats, sue acquired or processed into digital format 
have begun f l ° , ess or virtual format (digital radiography), 
which is a n ed the development of filmless or virtual 
This has pe nts in which all images are acquired 

radio 10 ©' ‘ P tal . by computers'. The use of high-speed 

and storcd nication has permitted geographically separated 
telecomimm § images at workstations around 

^“fonning a virtual radtology network. 

Y "me coreofa^al radiology system is the Picture 
T'Tand Communication System (PACS). PACS 
M that permits the acquisition, storage, retrieval 

* J ?L av of digital images and also facilitates the 
iminication of these images over a Local Area Network 
^N) connection 1 . The end-user computer software 
LJ, which images are accessed, transmitted and viewed 
■^alled a DlCOM server. This software is capable of 
living and transmitting radiological images from all 
imaging modalities connected to the virtual radiology system 
and features tools for image display and manipulation, 
measurement, interactive window leveling, cross 
referencing, and study comparison. It operates on the 
DIC0M-3 (Digital Imaging and Communications in 
Medicine version 3) standard, the international standard 
for teleradiology, which ensures compatibility between 
different centres that may employ different forms of 
technology in their respective radiology departments. 

In this system, a radiological image is first captured in 
a digital format (obtained digitally or via the conversion of 
an analog film to a digital format), and then sent to the 
server which not only allows the transmission and viewing 
of images over a network but also permits a number of 
technical manipulations. A copy of each image can also be 
simultaneously sent to an archive server and it is stored 


permanently within a library of Compact Discs (CD) or 
Digital Library Tapes (DLT). 

Through the process of teleradiology, any image can 
be accessed from any on-line workstation within the local 
area network (LAN) at a transfer rate of 100 Megabits per 
second. It can also enable the communication of digital 
images between the LAN and outside locations to users 
who have been granted offsite access to the PACS (such 
as radiologists reading radiographs from their PCs) over 
existing telephone lines (POTS) or the Internet. 

Advantages of virtual radiography 

□ Digital radiographs have improved viewing quality. 

□ Computers allow for easier sorting and viewing of 
multiple images which can quickly be located and 
accessed for reporting or teaching purposes. 

□ Digital images are immediately accessible and cart 
be viewed after-hours and at remote locations. In 
addition, when radiographs are combined with 
electronic patient charts, the differential diagnosis 
can be narrowed, thus increasing the speed of 
clinical decision making*. 

□ The ability to manipulate and enhance these digital 
images allows the radiologist to extract maximum 
information from an image during the initial 
examination. Post-acquisition manipulation of digital 
pictures using advanced technology improves the 
radiologist’s ability to detect abnormalities 4 . 

□ Educational programs that include radiological 
images and associated case histories that can be used 
by students to learn radiology 1,5 . For example, 3D 
digital imaging programs have been designed to aid 
students in gaining orientation about the radiographic 
presentation of human anatomy. 

□ Digital radiographic images require less physical 
storage space than traditional films and can be stored 
with patients computer records for future reference. 
Storage on disk decreases the chance of losing 
images, which often occurs with films 4 . 

□ Picture archives of radiological images have been 
developed and placed on the Internet where they 
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can be accessed by users around the world‘.Thc 
ability to place digital images on the World Wide 
Web thus serves as an excellent source for continuing 
medical education 7 . 

Implications of virtual radiology in SMHS Hospital 
SMHS Hospital provides secondary, tertiary and 
quaternary medical care in all allied specialities and super- 
specialities of Medicine and Surgery to the people of 
Kashmir and is the main Associated Teaching Hospital of 
Government Medical College, Srinagar for imparting 
undergraduate and postgraduate medical training, 
rhe development of a virtual radiology system at SMHS 
Hospital has many potential advantages: 

□ Since the modalities of computed tomography (CT) and 
magnetic resonance imaging (MRI) installed at the 
Diagnostic Imaging Research Centre of SMHS Hospital 
have been sourced from different vendors, the setting 
up of a local virtual radiology network can allow 
centralised viewing and reporting of these investigations. 

□ Radiological images and reports from these modalities 
as well as from digitised analog radiographs can be 
promptly transmitted to remote computers installed in 
the various departments of the hospital and also to the 
other associated hospitals of Government Medical 
college. Srinagar. 

□ Large numbers of radiological images can be stored 
with relevant patient data in a PACS in the form of a 

virtual librarv and can casilv be located and accessed 

• • 

• • 

for reporting or teaching purposes. Using inexpensive 
and readily available software a digitised teaching 
collection can be created from hard-copy films already 
existing in the library of the Diagnostic Imaging Research 
Centre of SMHS Hospital*. 

□ A pioneering basic Tcleradiology project using the 
Internet to discuss Spiral CT and MRI images from the 
Diagnostic Imaging Research Centre of SMHS Hospital 
with radiologists from western countries is currently 
underway 9 . 

Conclusion 

Filmless or virtual radiology is relatively uncommon in 


India and almost non-existent in Kashmir. Thc^asc ' 
radiographic film is gradually being replaced by digiui 
imaging and the Picture Archiving and Communicati 
System (PACS) 10 - 14 . Given the importance -of-SMHs 
Hospital as a primary site of medical care and education • 
Kashmir, the setting up of a virtual radiology system * n 
yield immediate benefits as well as help in keeping up 
future advances in tcchnology.- 
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-rT^J^oviding the body with “nutrient 

V/hen vve UU 

tiie ter® 


help"^'nDi FMENTS” pops in to consciousness... 

“ SUPP s the popular word used to refer to micro- 
S uppl enicnts l vitamins, minerals, enzymes, probiotics. 

nutrients such as 

and even ho ^°" eS ‘ are essential to health... to have and 

must consume a variety of wholefoods 
keep hcaIU1, • rich S oil so that the foods raised will 
raised > n ° r S trum Q f macro and micro nutrients... 

contain the ^ ^ var i cty of reason, often macro-nutrients 
Unfortunate >’ drates fals ) do not contain sufficient 
(protein, ca ■ imum hea lth and longevity, thus it 
njicm-nutr same supp , cmcnls in thc fonn of superfoods 
iS ' V,SC concentrated vitamins and minerals extracts from 

food suurccs. 


. . ,. rc Micronuticnts? 

W rnn,.trients arc vitamins and minerals that are needed 

small ammoun.s but arc csscnt.al for 

T*. 10 maintain its normal functions. Without them. 

: h dv can not function optimally and different health 
hie s occur. As they ean not be synthesized in the 
r,hev must be provided by the diet. If these 
^nutrients are missing during phase of rapid growth, 
Tclopment of basic biological function like intellect, 
d even life il-self can be threatened. This is why young 
ildren and pregnant women arc often among the risk 
oups for micronutrient deficiencies. 


Iron Deficiency Anaemia 

Iron Deficiency Anaemia occurs at that stage when 
body specially requires more quantity of Iron elements: 

♦ During pregnancy-when fetus develops in womb 
and development of mothers tissues also take place. 

♦ During adolescence-the body develops very’ fast 
and lot of blood waste due to menstruation. 

♦ Among pre- School children-when over all growth 
happens at very- fast pace. 


♦ Increases neonatal mortality 

♦ Contributes to irreversible brain damage 
in children: 

♦ Reduces physical stamina 

♦ Lowers IQ by 5-10 points 

♦ Contributes to poor cognitive development 

♦ Lower attention and concentration span leading to 
poor school performances 

♦ Increase susceptibility to infections 
in adults: 

♦ Reduces capacity to do physical work 

♦ Reduces productivity 

♦ Increase susceptibility to infections. 

Prevalence of Anemia Among Children (Aged 6-35 
Months 

In India approximately three—quarters of children age 
6-35 months (74.3 percent) arc anemic, including a large 
majority of children in every subgroup of thc population. 
Thc prevalence of anemia is particularly high among 
children who are one year old, boys, and children living in 
households with a low to medium standard of living. 
Children's whose mothers arc anemic are more likclv to be 
anemic themselves than arc other children 

Maternal Anemia 

Overall. 52 percent of women in India have some degree 
of anemia. Twenty percent of women in country arc 
moderately to severely anemic, compared with 15 percent 
of women in Uttar Pradesh Anemia is a serious problem 
among women Pregnant women are much more likely 
than non-pregnant women to be modcrtcly to severely 
anemic. 

Vitamin A Defiency (VAD) 

Vitamin "A" deficiency is especially common among thc 
children aged 6-36 months from lower income group 
residing in hilly areas. It is a very effective health problem 
of India. 


Iron Defiency Anaemia (IDA) / Nurtitional Anaemia 
During pregnancy: 

♦ Increases incidence of maternal deaths by 20% 

♦ Increases risk of premature deliveries and low birth 
weight (LBW*) babies 
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Vitamin A Defiency (VAD) 

During pregnancy: 

♦ Results in low stores of vitamin A in the new -born 

♦ Reduces breast milk content of vitamin A 

♦ Contributes to maternal mortality. 
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In Children 

♦ Causes eye disorders ranging from night blindness 
to permanent blindness. 

♦ Increase risk of diarrhea by three times. 

♦ Doubles the risk of acute respiratory infections 
(ARI) 

♦ Increases risk of death by 6 to 9 times. 

♦ Increases duration ad severity of diarrhea and 
measles. 

According to Natioonal Family Health Survey-2 1998- 
99, in India only 29.7 percent children received at least 
one dose of Vitamin ‘A’ supplementation. Proportion of 
those children who received any one dose during last 6 
months was only 17 percent. Accordig to Reproductive 
and Child Health (RCH)- Rapid Household Survey in entire 
India only one-third children receive at least one dose of 
Vitamin 'A'. 

Iodine Defiency Disorders (IDD) 

Iodine is a micro-nutrient essential to human life. The 
average daily requirement of an adult is 150 micrograms. 
About 90 percent of this normally come from food, and 
the rest from water. Food crops and water derive iodine 
from the soil. Consumption of crops and plants from iodine 
deficient soils, leads to iodine deficiency in population. The 
wide spectrum of disorders caused by inadequate iodine 
consumption are known collectively as iodine deficiency 
disrders (IDD). No state in India is free from IDD. 

Deficiency of iodine is pregnant women can cause 
irreversible brain damage in the unborn baby. People living 
in areas affected by severe IDD may have an intelligence 
quotient (IQ) of up to about 13.5 points below that of 
those from comparable communities in areas where there 
is no iodine deficiency. This mental deficiency has an 
immediate effect on child learning capacity, women’s 
health, the quality of life of communities, and economic 
productivity. 

Iodine Defiency Disorders (IDD) 

During pregnancy: 

♦ Causes spontaneous abortions stillbirths and infant 
deaths. 

♦ Interferes with brain development of the foetus 

♦ Attributes to birth of low IQ babies. 

In Children: 

♦ Lowers IQ by as many as 10-15 points. 

♦ Impairs mental and cognitive function, leading to 
poor school performance 

♦ Retards growth 

♦ Dulls motivation and curiosity; reduces play and 
exploratory activitcs. 

♦ Results in muscular disorders, speech and hearing 
defects, impaired coordination and sluggishness. 

Only 49.4% of the households in India use iodized salt 


JK-practiti onk^ 


at the recommended level of 15 parts per million ( D 
suggesting that IDD is likely to be a serious problem i^th 
state. Rural households and households with a low stand h 
of living arc much less likely than other households^ 
Uttranchal to use iodized salt. ln 


The MOST Mission 


The MOST mission is to 1) maintain and enhance 
USAID’s global leadership position in addressing 
micronutrient malnutrition, particularly vitamin A 
deficiency; 2) implement and evaluate state-of-the-art 
interventions to alleviate micronutrient deficiencies - and 31 
provide technical guidance and coordination to other 
USAID projects with micronutrient - related components 


The MOST Strategy 

The MOST strategy is built upon a framework of global 
and country-level results: 

The global agenda focuses on 1) promoting a revised 
global agenda in collaboration with other organizations 
worldwide committed to reducing micronutrient 
malnutrition; 2) translating scientific knowledge into policy 
and program action; and 3) maximizing lessions learned 
through USAID’s extensive field program experience. 

Country-level results address deficiecies in vitamin A 
iron, and iodine: 1) vitamin A coverage of at least 80 percent 
of deficient children under 6 years of age; 2) moderate to 
severe anemia decreased by 30 percent in pregnant women 
and children 6-24 months of age; and 3) percentage of the 
population with symptoms of iodine deficiency reduced 
by 30 percent. 


Key Areas of Activity 

♦ Application of behavior change techniques to create 
demand for micronutrient programs and services 

♦ Enhancement of the effectiveness and sustainability 
of supplementation programs. 

♦ Sound planning, implementation and quality control 
of fortification programs. 

♦ Inclusion of other food-based approaches in 
programs. 

♦ Application of appropriate economic analysis to 
guide the evolution of country programs. 

♦ Use of monitoring and evaluation to improve 
program operations. 

♦ Development of public and private sector alliances 
to enhance the effectiveness of interventions. 

Target Groups 

MOST focuses on the improvement of the micronutrient 
status of children under 6 years of age and women of 
childbearing age. Several intervention options available to 
address micronutrient dificiency, such as food fortification, 
will benefit not only those target groups, but also school- 
age children and adult males. 
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- A RARE OESOPHAGEAL MOTILITY 



-ig.l: Single Contrast Barium Oesophagogram showing 
esophageal dilatation with an air fluid levels& smooth 
apering at gastroesophageal junction. Gastric bubble is 

absent. 






Fig.2: X-ray Chest (P.A. view) showing dilated oesophagus 

with air fluid levels. 



Fig.3: Esophageal manometry showing Hypertensive LES & 
failure of relaxation of LES to normal swallowing. 
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PICTORIAL ESSAY 

CURRENT STATUS OF ULTRASOUND IN BREAST IMAGING 


Shiblcc Hafeez: Masarat Sved. Arif Sved 


Mammography is being considered the most common 
screening modality for the detection of breast cancer, but all 
mammographic abnormalities may not always turn out to be 
malignant. 

Thus modern ultrasound has proved to be an ideal and 
accurate tool to complement mammography in the diagnosis 
of benign breast masses and thus avoid unnecessary and 
disfiguring surgical interventions for benign processes. 

Breast US has proved helpful in benign breast problems 
and also with high resolution scanners and increased expertise 
of those operating the macltines new and complicated problems 
arc being handled confidently with breast US Most doctors 
now advocate Breast ultrasound as a more reliable tool than 
mammography as a follow up to a digital examination showing 
a palpable mass. 

Any palpable mass can be accurately categorized as cystic 
or solid and to some extent a benign solid mass can be 
distinguished from a malignant one. Ultrasound is of particular 
value in: 

1. Examining young breasts for which mammography 
is less informative. 

1 Confirming the presence of a possible mass found 
by palpation or even seen on mammography. 

3. Separating cystic front solid lesions. 

4. To evaluate post surgical patients. 

5. Diagnosing rupture in breast implants. 

Ultrasound may also be used in conjuction with 

mammography as a follow up examination for patients who are 
at increased risk for breast cancer, such as those with a maternal, 
family history of breast cancer or a previous cancer in the 
other breast. 

Sono mammography should be performed with high 
resolution linear array 7.5 to 10 MHz transducer. A high 
frequency transducer is desirable to obtain detailed view of 
the mass. 

In order to perform good breast ultrasound, scanning 
experience is one of the most critical factors and it is really the 
only way to develop an appreciation of the strengths and the 
limitations of ultrasound in imaging the breast. 


Specific Conditions 
Cysts: 

The most important use of breast ultrasound is its ability 
to diagnose a cyst with confidence. In the experienced hands 
the diagnosis of a simple benign cyst should be with close to 
100% accuracv and thus to avoid unnecessary surgery or 



Fig. 1 



Fig. 2 



Fig. 3 
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_-smooth walls, sharp borders. 

u.nosv Asinip ,nd distal acoustics enhancement (Fig. 1). 
Sma' ec'.o« "echoes may be produced by debns, 
n sometimes the m ^ cho , cstcrol cr> . sta i s . a thickened 
m orralmg c 111 and papillary fronds are worrying 

cssl wall’ mural ^ ^ ^ cancer Aspiration under US control 

featUieS anne under such circumstances, 
is often non 

SO, SoHd a bSst masses on USG may be divided into 

probably ® en ^” ^usually ovoid in shape with uniform 
Fibroadenom. ^ and a sm00t h rounded or mildly 

low level > ntenl 2) evstosarcoma phvllodes has a similar 
, 0 bulatedbordc J * gs ^ much , argcr and multiple cystic 

the masses can be seen. Benign features of a 

"'^vprechogenic 

Ellipsoidal 
Gentle Lobulations 
Thin capsule 
Compressibility' 

„ lv ,hiv a Malignant Mass 

Probably a ^ ^ breast often have very obvious features 

hai arevery different from probable benign masses. 

Ancers are usually hypcrcl.oic and liter shape usually is 
,™ooll. but instead they have sharp multiple lobulations 
" sliarolv angled borders. The lobulations may be micro 
0f macrolobules. They do not have a predominant horizontal 

° r Tand may even be taller than wide (Fig. 3). 

rancers also demonstrate posterior shadowing and on rare 
anions calcifications can be seen within the mass (Fig. 4). 

indeterminate Masses 

Unfortunately about 25% of cases which were initially 
ensoected to be benign on US turned out to be malignant 
Thus ultrasound cannot confidently identify lesions as bang 
malignant or benign in about 25% of cases. This increases the 
need for histopathological confirmation for any detected solid 

mass on USG. 

Abscesses 

Abscesses are fluid filled and usually contain some debris. 
They have well defined thick borders and tend to occur in the 

periaerolararea. 

Galactoceles 

A galactocele is a rare milk collection seen as a poorly 
outlined relatively echo free area with a few internal echoes. 

Implant Problems 

Breast reconstruction after mastectomy is done either with 
prosthesis or various musculocutaneous and fatty flaps. 

Common prosthestic implants are those of silicone or saline 
filled bags. Mammographic evaluation is difficult and 
sonography and MRI are the modalities of choice to evaluate 
these implants. US can be used to evaluate some complications 
like rupture, displacement and capsule formation. 

Sonographic ally Guided Procedures with needles 

US can provide a quick reliable and accurate guidance for 


placement of needles into the breast for various types of 
interventional procedures. Cyst aspiration, needle localization 
of lesions for cxcisional biopsy and percutaneous core biopsy 
of the masses arc being performed under ultrasound guidance 
with increasing frequency. 

Conclusion: 

High resolution ultrasonography of the breast is currently 
the most useful modality to differentiate cystic from solid breast 
lesions. It is also more informative than simple film 
mammogaphy in imaging the young (glandular) and dense 
breasts. Also it has a definate role in distinguishing solid 
benign lesions from malignant breast lesions and thus avoids 
the unnecessary biopsies of benign lesions which add to the 
procedural risk, patient discomfort anxiety and increased cost 
to be incurred by the patient 
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Q & A WITH PROF. BASHIR AHMAD 



Prof. (Dr) Bashir Ahmad, was 
bom in the Apple Town of Shopian, 
Alter completing the Preliminary 
studies within the Stale, he did his 
M B B S., from Maulana Azad 
Medical College and subsequently 


qualified for his Masters Degree in Ophthalmology from the same 
College in I 970 He worked as a Registrar fora brief period at Maula 
Azad Medical College and its attached Irwin & C.G. Pant Hospital 
He joined State service as Registrar. Medical College, Srinagar. and 
gradually rose to the Post of Professor & HOD, Deptt. of 
Ophthalmology, Govt Medical College Jammu <fc then Srinagar I le 
did his fellowship in the Anterior Segment of the Eye, from Institute 
of Ophthalmology and Moortields Hospital London Healsodid his 
fellowship from Institute ofClinical Ophthalmology Kirya Japan. 

He is receipent of Man of the Millennium. Doctor of the 
Millennium, Best Ophthalmologist and Most popular teacher Award 
I le is presently the Director of Eye Care <fc Research Centre, which is 
among one of the best Centres in India. 1 le lias around 35 Publications 
in both national as well as international Journals 

I lere are some of the questions which I asked to the Doctor, in an 
Interview. 

0.1. Doctor I have gone through your centre cfc / am 
fascinated by its setup It seems all the latest equipments, are 
available here , Please tell me why did you choose 
Oph tha Imology • as \ o i trfi iture 7 

Ans. I am in Ophthalmology just by chance. I was 
working as a House Physician, in the Deptt of Medicine in 
Irwin Hospital, now named as L.N J P Hospital, in Delhi. 
The HOD of Ophthalmology, borrow ed me from Medicine 
Deptt as they were short of House Surgeons, in the Deptt. of 
Ophthalmology I le however refused to let me go back to 
Medicine Deptt. 

Q. 2. How much has Opt ha Imology advanced in the last 

ten years? 

sAns. 1 don’t think there is any field of Medicine, which 
has advanced so much as Ophthalmology, in last ten year s 
0.3. Do you feel with advanced gadgets treatment for 
simple Surgery like C ataract or even a routine Eyed 'heckup 
has become expensive, and is worth it? 

.Ins. There is not doubt that the field of Ophthalmology 

has become extremely expensive both for the Ophthalmologist 
as well as for the Patients. The equipment is expensive <fc it 
needs a regular inaintainance by a qualified engineers. But I 
feel die quality of Eye Care, has undergone a tremendous 
change and it lias gone all the way in favour of the Patients. 
Q d. For the last few years you have been in Private 
practice. Doyoufeel more Private Hospitals or Clinics, are 
needed at District level also? 

Ans. I personally feel that the health care system should be 
Privatised at every level, if one wants to give quality care, to 
the Patients. 




Q 5- Do you have any Suggestions for doctors. Practising 

in the Ophthalmology? 

Ans. I am sure the your doctors are very hard working Th j 
should bear in mind that this is not Profession which is ment I 
to be used for Commercial Purpose. They have to give thei ^ 

best to the Profession & be happy i f they have restored the 
sight of a Visually handicapped person. They should remember 4 
that there is no money in this Profession. 

Q 6 As ex-president o/Xfedicalfacidty, GM.C. Sgr. what are your 

Suggestions to improve Medical Faculty & teaching in our 
Hospitals. Is medical ethics maintained as it was in the past ' 

or not? 

Ans. It is very unit>rtunate that in the last more than a decade we 

have seen tremendous downslide in the health care facility as j 
well as in teaching. We are capable of reaching to the lop,We 
have best trained doctors. The only thing needed is hard 
work, dedication & sinccrety Although over whelming 
majority of the doctors arc adhering by the medical ethics 

but from last few years, unfortunately we have seen erosions 

taking place in this Vital Segment. 

Q 7. What is the scope of the private Medical Sector in our State 

why still patients are riming away from Slate, for their 
treament to Delhi or Mumbai 9 

Ans lliere is tremendous Scope for Private Medical Sector, in our 
State. 1 am sure if all the modem facilities are provided here, 
there is no need for the Patients to go out side for the 
treatment. 

Q.8. Since your whole family is in medical profession 
Do you think it was a right decision? 

1m. I still feel this is the best way to serve the suffering humanity 
and I have no regrets about it. 

Q 9. Doctor you hailfrom a far flung village ofShopian 

and you have spndyour good portion of the time in GM.C, 
Srinagar, what has been your contribution to your place of 

Ans. I have done my best to provide the treatment of international 
quality to whole of the State, which also includes the town of 
my birth. 

Q.IO. Last but not the least, is it worth toput lot of hard work and 
money in medical sector? 

Ins. As 1 already said that this is the Profession which requires 
give, give and give. If you have benefitted the patients the 
reward lies in their blessings, there is no financial benefit in 
this field. 

O. II. What isyour Opinion about JK-Practitioner? 

Ans. 1 have all my praises for the Journal. It has provided a medium 
of expression for all the docors belonging to different fields 
and e\-ery issue shows improvement over the previous one 

0.12. If you were given a chance in your next birth, what Mould you 
like to he? 

Arts An Ophthalmologist. 


Interviewed by Prof G.Xf. Malik Chief Editor JK-PractiUoner 
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REVIEW ARTICLE _ JK-PRA CTITIONER 

tftfCTlCO BASAL GANGLIONIC DEGENERATION (CBGD) 


Ghulam Nabir Mir, B.Sc.. M.Pharm, MBA, Ph.D 
Introduction 

Corticobasal ganglionic degeneratioon (CBGD) is a rare 
progres-sive disease, meaning the symptoms worsen over 
time. Over the course to several years, most people with 
CBGD gradualy worsen, with symptoms beginning with 
and progressing to involve upper ad lower extremities. It 
is a neurological disorder charac-terized by a combination 
of Parkinson-like and cortical dysfunc-tion. CBGD is a 
rare, sporadic, progressive disorder first re-ported in 1968. 
CBGD appears to be closely related to another, less rare, 
progressive Supranuclear Palsy (PSP). 

Several regions of the brain degenerate in CBGD. The 
cortex, or outer layer of the brain, is several affected, 
especially the fronto-parietal regions, located near the 
center-top of the head. Other, deeper brain regions are 
also affected, including parts of the basal ganglia, hence 
the name. In CBGD, cognitive symptoms dominate, while 
in PSP, eye movement symptoms dominate the pic-ture. 
Studies of brain tissue in individuals with CBGD shows 
certain characteristic cell changes. Similar, although not 
iden-tical, changes are observed in two other neuro- 
degenerative diseases: Pick’s disease and Progressive 
Supranuclear Palsy, both of which involve a brain protein 
called tau. CBGD shows certain characteristic cell changes 
which have provided researchers some intial clues in their 
search for the causes. 

CBGD is generally an asymmetric akinetic rigid 
syndrome, un-responsive to levodopa, similar to that of 
multiple system atrophy and PSP. Eye movement 
abnormalities are common, as in PSP, and supranuclear 
gaze palsy can be seen as in PSP. Given the genetic 
similarities between CBGD and PSP, it seeems possible 
that they are simply two “faces" of the same disease. 

Neuroradio logical imaging studies in CBGD 
demonstrate cortical atrophy, which may be symmetrical 
or asymmetrical. Other cortical signs include alien limb 
phenomenon, apraxia, dysphasia and cortical sensory loss 
Proposed diagnostic criteria include at least three of the 
following: bradykinesia and rigidity that does not respond 


to levodopa, alien limb phenomena, cortical sensory signs, 
focal limb dystonia, and action tremor myoclo-nus. The 
“alien limb” symptom is highly specific but it is not 
necessary for the diagnosis. Arm levitation resembling alien 
limb phenomena has been reported in PSP (Barclay et al 
1999), which certainly can also show focal limb dystonia 
and bradykinesia. 

Causes of Syndrome 

What causes the degeneration of brain tissue in CBGD? 
Unfor-tunately, the cause of CBD is entirely unknown. 
There is cur-rently no strong evidence to suggest CBGD 
is an inherited dis-easc, and no other risk factors, such as 
toxins of infections, have been identified 

Symptoms 

What is the usual course of CBGD? A person with 
CBGD will usually become immobile due to rigidity within 
five years of symptom onset, and may require a 
gastrostomy tube for feeding at some point before that. 
Most often, within ten years of onset, pneumo-nia or other 
bacterial infections may lead to life threatening situations. 
CBGD usually begin after age 60. The initial symptos of 
CBGD are often stiffness, shakiness, jerkiness, slowness, 
and clumsiness, in either the upper or lower extremities 
Other initial symptoms may include dysphasia (difficulty 
with speech generation), dysarthria (difficulty with 
articulation), difficul-ty controlling the muscles of the face 
and mouth, or walking and balance difficulties. Symptoms 
usually begin on one side of the body, and spread gradually 
to the other. 

Summary of Symptoms 

♦ Parkinsonism (rigidity, slow movements, postural 
instability) 

♦ Tremor 

♦ Myoclonus (sudden, brief jerky movements) 

♦ Dystonia, including blepharospasm 

♦ Speech difficulty 
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♦ Mild-to-moderate cognitive impairment (memory loss, 
difficulty planning or executing unrehearsed 
movements, dementia) 

♦ Sensory loss 

^ Alien hand/limb” phenomenon (difficulty controlling 
the move-ments) 


_ JK-PRA CTITIQN pb 

et al (2000) and Houlden et al (2001), CBGD share-TuT 
same tau haplo-type as do PSP patients, suggesting 
both CBGD and PSP share the same genetic background 
and possibly the same pathologic mechanism. 

Treatment 


Other aspects of this picture could easily be mistaken 
for other neurodegenerative disease, such as Alzheimer’s 
or Pick s disease, and, in fact, even experienced clinicians 
arc correct only 50% of the time or less when judged by 
pathological criteria. Onset in the sixth or seventh decade 
is typical. Disease progression is quicker than in 
Parkinsonism, but similar to that of PSP. Recent-ly language 
disrturbance has been documented to be frequent (Frattah 
et al, 2000) Neuronal loss, gliosis, and swolen ach-romatic 
neurons (ballooned neurons) are found in all cortical layers, 
but especially in superior frontal and parietal gyri. There is* 
extensive loss of myelinated axons in the white matter. 

Scattered nuronal inclusions may be seen similar to 
Pick bodies. 

Balloned neurons are strongly reactive for 
phosphorylated neurofi I aments, and may include the tau 
protein (Dickinson et al, 1986). Neuronal loss and gliosis 
are also observed in the nuclei of the basal ganglia. 
Neurofibrillary tangles are absent. The substantia nigra 
shows neuronal loss with extraneuronal melanin, gliosis 
and neurofibrillary inclusions, called “corticobasal bodies.” 

Diagnosis: 

CBGD is difficult to diagnose in its early stages, and 
experi-enced examiners typicallly diagnose it correctly less 
than 50% of the time (litvan et al, 1997) CBGD may also 
be impossible to differentiate from PSP or a striato-nigral 
type of MSA. As more cortical signs develop in later stages, 
the disorders may not be possible to separate. As diagnostic 
sensitivity is poor, neuro-pathological confirmation remains 
the goold standard. Even here, one wonders if this disorder 
can be defined or clearly differentiated from Parkinsonism, 
PSP (progressive supranuclear palsy, related by tau), MSA 
(multiple system atrophy) or Pick's disease.. While CBGD 
patients have normal saccadic velocity, this may be an 
artifact. If PSP and CBGD share the same pathologic 
mechanism, they may simply be two different presentations 
of the same disease. 

The cause of CBGD is presently unknown but because 
the tau pro-tein accumulates in this disorder, it may be 
related to a muta-tion in the tau gene. (Higgins et al, 1999). 
Tau is a microtu-bule-binding protein that is normally 
abundant in neurons. Other “tauopathies” include 
Alzheimer's disease. Pick’s disease, fron-totemporal 
dementia. Parkinsonism, and Progressive Supranuclear 
Palsy (PSP) (Higgins et al, 1999). According to Di Maria 


C ^ G j P ?‘ entS d ° "°‘ reSP ° nd to levod °Pa treatmment 

(the standard treatment for Parkinsonism). Managemem 

_ J * 1 ___ « • • ^ prevention of 

medical complications, and appropriate use of nursing 

Patients with CBGD and caregivers should establish earlv 

the plan regarding invasive care - intuba-tion and feeding 

tubes, as these issues are almost certain to come up in the 

course of the disease. References: Physical therapy exercise 

may be useful to maintain range of motion of stiff joints 

This may prevent pain and contracture (muscle 

short-emng), and help maintain mobility. Occupational 

therapy may be used to design adaptive equipment that 

supports the activities of daily living, thus helping to 

mamtain more functional independence. Speebh therapy 

is usd to improve articulation and volume. 

Authors Note: 

I was diagnosed with CBGD on September 27, 2002 
Although the symptoms started almost three years 
previously, changes were initially slow in progression. 
However, in the last months the syndrome has progressed 
rapidly. As I have been learning to deal with this condition, 

I was surprised to find that not much is known about the 
.syndrome and not many neurologists are familiar with 

CBGD. In fact, the first neeurologist diagnosed my 
condition as MS. 

Conclusion 

Since September of 2002, I have been examined by 
numerous neurologists at three hospitals in Philadelphia: 
University of Pennsylvania, Jefferson Medical University, 
and Pennsylvania Hospital, The Cleveland Clinic in Ohio| 
and Stonybrook Medical School in New York. All 
diagnosed my condition as CBGD. On June 22, 2003, for 
two weeks I will participate in a clinical study of CBGD at 
the National Institute Neurological Diseases in Bethesda, 
Maryland. 
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Hirsutism defined as the presence of male pattern 
tenainal hair in females affects 5-10 % of women 1 . The 
condition is extremely distressing and has ignificant 
negative impact on fpmale psychosocial development 2 . In 
the last decade there has been a tremendous advancement 
in the management of hirsutism with renewed interest of 
specialists of internal medicine, from dermatologists, 
endocrinologists, gynecologists etc. 

In the majority of patients, hirsutism should be 
considered as a sign of the underlying disorder like 
polycystic ovary syndrome (PCOS), androgen secreting 
lesions, non-classical congenital adrenal hyperplasia 
(NCAH). drug intake etc. After excluding these disorders 
the hirsutism is referred to as idiopathic, simple or 
peripheral. However this definition has evolved over the 
years and presently idiopathic hirsutism should be 
diagnosed in females with normal circulating androgen 
levels and normal ovulatory cycles, since 40% 
eumenorrhoic females have been demonstrated to have 
anovulatory cycles' By this definition prevalence of 
idiopathic hirsutism is 5- 15%. 

Clinical Evaluation of Hirsutism 

This is the area of greatest discrepancy and 
controversy. An insufficient and insensitive evaluation will 
result in missed diagnosis including our opportunity to 
detect or minimize the impact of accompanying metabolic 
derangements like Type 2 Diabetes mellitus. Alternately 
obtaining excessive number of tests would lead to con 
and healthcare burden (e.g. 105, 905, 100 $ in USA are 

spent annually on 7% Of reproductive age group women who 
arc hirsute). 

Thus, for establishing an accurate diagnosis, d clear 
history and apt I examination are cardinal in the evaluation. 
Most important is to confirm that the patient is actually hirsute. 
Although unwanted facial or body hair can be distressing, it 
should be attended to only if excess terminal hair is in male- 
like pattern signaling androgen excess. 

Clinical diagnosis is relatively subjective, however, one 
should determine weather hair growth is terminal or vellus 
and weather it is male in pattern. Feriman and Gallywey 
originally described the visual method of assessment by 


scoffiig 11 different body areas (chin, upper lip chest 
abdomen lower abdomen, arm. forearm, thigh and | owcr J£. r 
This was later on modified by excluding arm and leg areas 4 
each of these areas hair growth is scored from 0 (absent terminal 
hair) through stage 4 (extensive terminal hair). Scoring of h u 
growth in sidebum area, lower jaw and upper n <xk ‘ \ 
buttocks have been included in more recent scoring systems’ 
Ferriman Gallwcy score in 161 women showed that 9 9°/ 
had a score >5. 4.3% had score >7 and 1.2% had score > lo" 

Thus they recommended a score of >8 should be considered 
hirsutism. 

Diagnostic Evaluation 

For diagnosis of PCOS, the commonest cause of 
hirsutism, Na ’ Institute of Child Health and Human 
Development (NICHD) 6 , published following critcria:- 

a. Clinical and/or biochemical hyperandrogenism 

b. oligo-ovulation 

c. exclusion of disorders like hyperprolactinemia. NCAH 
Cushing's' syndrome and thyroid dysfunction" 
Demonstration of oligo-ovulation is important as 40% 
of hirsute women with regular menstrual cycles have 
ovulatory dysfunction'. Hypothyroidism and 
hyperprolactinemia should be ruled out, as both 
conditions are known to cause an ovulation. TSH 
estimation is mandatory as hypothyroidism can be a 
cause of hypertrichosis (vellus hair growth) also. 
Cushing's syndrome and androgenic drug use also 
should be ruled out as hair growth can occur in both 
settings. 

Serum gonadotrophin levels generally are unnecessary' 
for diagnosis of PCOS because only 50-60% patients have 
elevated ratio (i.e. LH/FSH > 2) and normal LH/FSH ratio 
can t exclude PCOS. Androgenemia demonstration in a 
grossly hirsute patient is also unwwry. Normal androgen 
levels don t exclude PCOS because of variation in assay 
techniques and/or normal ranges in various laboratories. 
However free testosterone has a definite role in a minimally 
hirsute or non-hirsute oligo-ovulatory patient. Serum 
testosterone level > 200 ng/ml and DHEAS > 6000 ng/ml 
suggests androgen secreting tumor of ovarian or adrenal 
origin w'hich in renal adenoma or carcinoma, ovarian 
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henoblastoma or Krukenbergs tumor. For excluding 
•JcaH due to 21 - hydroxylase deficiency (1 -8% incidence) 
j 7 -hydroxyprogcsteronc in preovulatory period should be 
done and if it is > 2 ng/ml, an ACTH stimulation test should 
be done This not only is important for diagnosing PCOS 
but also is relevant to give preconception counseling to 
patients. NCAH due to 3p-HSD and 17p - hydroxyls 
deficiency needs no investigation, as they arc practically 

nonexistent. 

All hirsute females should be screened for diabetes, as 
30% of PCOS have impaired GTT and 8% have frank 
diabetes mellitus. Fasting and GTT suppressed insulin levels 
should be done to indicate any evidence of hvperinsulinemia 
and insulin resistance, which on one had, indicates the 
cause of hyperandrogenemia and on the other hand shows 
potential benefit of insulin sensitizers to prevent the future 
risks of the syndrome. Although screening for diabetes 
mellitus is cost effective, the benefit of improving insulin 
sensitivity parameters is not yet clear. 

Imaging techniques such as USG pelvis and adrenals 
although thought to be of pivotal importance in diagnosis 
of PCOS, may not be needed routinely. Not all females 
with cystic ovaries have PCOS or vice versa. Transvaginal 
USG is misleading although adnexae may be easily seen. 


Management 

Hirsutism of sufficient severity should be investigated 
promptly for reasons of negative impact on psychosocial 
behavior and for excluding any underlying life threatening 
disorder especially in the presence of any additional features 
of defeminization or virilization. After ruling out any 
androgen-secreting lesion, management plan can be made 
on symptomatic basis. Although hirsutism is the prime 
concern of patients, syndromic accompaniments like acne 
vulgaris, oligo-ovulation, and insulin resistance should be 
targeted. This approach can be summarized as follows. 

Cosmetic therapy 

Cosmetic therapy is directed to remove or conceal the 
hair in exposed areas of the body. Depilatory (surface 
removal) techniques like shaving or chemicals can be used. 
Shaving, although has no effect on coarseness or 
longitudinal growth of hair it is unacceptable to many ladies 
due to coarse feel of blunt ends. Most chemical depilators, 
which are substituted mercaptans, reduce disulfide bonds 
of peptide chains in keratin, causing softening of the hair, 
which later can be washed off. These methods, if employed 
properly are safe. 

Epilatory methods like plucking and wax therapy are 
temporary' and need multiple sittings in addition to being 
painful. Permanent epilation can be done by electrolysis 
(40% hair recurrence) short wave diathermy or laser. 


Laser therapy uses 694 °A non Q switched rays which 
cause photo acoustic shock wave damage to hair follicle 
in melanin secreting cells (sparing nonpigmented telogen 
bulbs). Ruby laser is most suited although response is less 
in dark skinned people. Approximately, 3 sittings of 
treatment are needed to have all hair in artagen phase. 
Although mild scabbing and discomfort can occur, scarring 
is rare. The success of therapy is operator dependent and 
in a 2-8 weeks study 64% females described it as 
satisfactory or very satisfactory 8 . 

Pharmacotherapy 

Antiandrogens, which act at many places in the 
androgen pathway, are commonly used in the treatment 
of hirsutism. Most chugs take 6 to 9 months before any 
effect is detectable and the effect lasts only till the drugs 
are given i.c. they are suppressive but not curative. Oral 
contraceptive agents (OCP’s) decrease ovarian androgen 
production via suppression of hypo-thalam-opituitary axis 
and also help to regulate menstrual irregularity induced by 
antiandrogens. The OCP's with cyprotcrone acetate has 
been used with good success (Diane 35). These have also 
been used in combination with GnRH agonists (e g. 
buserelin), flutamide or finasteride with better efficacy than 
antiandrogens alone 9 . Spironolactone, a synthetic steroid 
related to aldosterone acts by ~king DHT receptors 
competitively. Response is good and occurs , n 2 - 12 
months of use, causes reduction in anagen hair and 
Ferriman Gallwey score significantly. The usual doses 
employed are 50 - 300 mg/day 10 . The side effects are 
menstrual irregularity, postmenopausal bleed, breast 
tenderness, hyperkalemia, fatigue and emasculation of a 
male fetus. Cyproterone acetate, an androgen receptor 
blocker has potent progestogenic and antigonadotrophic 
effects. The efficacy is comparable to spironolactone 
although weight gain, nausea, loss of libido, breast 
tenderness and emasculation of male fetus are side effects. 
The usual recommended dose is 50 mg/day 10 days a 
month, although some authors advocate a starting dose of 
100 mg/day and to be co-ordinated with menstrual cvclc". 

Flutamide, a non-steroidal agent that acts by inhibition 
of androgen uptake and nuclear binding has been used for 
treatment of prostatic carcinoma. It is now recommended 
for hirsutism as many studies have demonstrated a 
significant benefit with 250 - 500 mg/day dosage. One 
study has demonstrated efficacy superior to 
spironolactone 12 . Minor side effects like dry skin, hot 
flush s, deereased libido, fatigue, gastric disturbances, 
menstrual irregularities do occur but fortunately dreaded 
side effect like hepatotoxicitv is rare (<1%) and thus 
mandates periodic liver function testing. 

GnRH agonists like leuprolide acetate and buserelin 
are used to saturate pituitary receptors continuously leading 
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to decrease in estrogen and androgen levels via LH and 
FSH fall. These drugs are given parentally and have to be 
combined with OCPs in view of hypoestrogenism. Side 
effects arc loss of libido, migraine like headache, emotional 
liability and decrease in bone mineral density. These drugs 
arc to be used in severe &. non- responsive cases only. 

Finasteride blocks 5 u-reductasc (although primarily 
type 1 isoenzyme of genital skin and prostate), and has 
established benefit in hirsutism after 6 months of therapy 1 '. 
Side effects known arc headache, breast tenderness, 
depression and hypersensitivity. Thus it appears safe and 
promising although further study is needed 

Insulin sensitizers currently' introduced to correct 
hypcrinsulincmia/insulin resistance, the underlying, and 
mechanism of hyperandrogenism in PCOS. Troglitazone 
and metformin have been shown to have promising results 
in reversing the all components of the syndrome. 
Metformin has been recently shown to reduce androgenism 
and resume ovulatory cycles in 60 - 80% of patients 14 . 

In conclusion hirsutism is a common disorder and needs 
systematic approach to diagnosis and therapy. Many 
investigations currently done may be Unnecessary' and 
therapy should be attempted to correct the underlying 
disease process rather than problem oriented therapy used 

traditionally’. 

* 
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Esophagogastric Cancer: 

The esophagogastric region includes tumorus of three 

distinct areas: (l) 

1. Esophagus 

2. Esophagogastric junction 

3. Stomach 

Esophageal cancer: 

Esophageal cancer ranks fifth as a cause of cancer 
mortality: most cases occur in the developing countries/ 1 ’ 
Cancer of the esophagus is one of the commonest causes 
of death in adults in North-cast Iran, where the incidence 
of this cancer is among the highest in the world/ 2 ’ Two 
types of cancers occur in esophagus, squamous cell 
carcinoma which develops from the squamous lining and 
adcno-carcinoma arising from the meta-plastic columnar 
lining known as “Barrett’s Oesophagus ’/ 1 ’ 

In Western world there is a steady increase in the adeno¬ 
carcinoma of esophagus since 1980’s. In earlier studies 
by Turnbull 0 ’ who reviewed forty-years of experience with 
carcinoma of esophagus at the Sloan-Kettering cancer 
centre an incidence of 24% was found for the 
adenocarcinoma of esophagus with a male: female ratio of 
3:1 as compared with 4:1 in patients with squamous cell 
carcinoma. Of 45 patients with primary adcno-carcinoma 
of esophagus 2 were in the cervical, 8 in the upper thoracic, 
21 in the mid-thoracic“ 4 ’ and in the distal thoracic. 
Smithers (4) in his study found the frequency of adeno¬ 
carcinoma to 7.3% whereas for Bosch et al (5) it was 3.7% 
and for Webb and Busutil (<) it was 1.7%. In contrast in a 
review by Hesketh ,7) of the tumour registry files from 1980 
to 1986 at two Boston University Hospitals showed that 
31% of the esophageal cancers were adeno-carcinomas 
comprising 81 cases while squamous cell cancer comprised 
165 (63%) cases out of a total of 262 cases. In addition, 
data obtained from the tumour registries of the 
Commonwealth of Massachusetts and the State of 
Connecticut and the National Cancer Institute’s SEER 
program also strongly suggest that esophageal adeno¬ 


carcinoma is increasing in frequency. The sub-site 
involvement for oesophagus in Hesketh s study was: 


U (Upper) 0 

M (Middle) 5 

L (Lower) 68 

US (Unknown or unspecified) 6 

Total 79 


'l\vo tumours were removed from the study. 

This study showed that the lower oesophagus was the 
most frequent site for the occurrence of adcno-carcinoma. 
Lower esophagus was further divided into true lower, 
gastro-ocsophageal junction (extension into proximal 
stomach but with <50% gastric involvement) and gastric 
(>50% tumour volume involving the stomach). From middle 
esophagus only 2 tumours involved the true lower 
oesophagus whereas from the lower oesophagus 38 
involved the true lower, 22 involved the GE junction and 8 
involved the stomach. 

Johnston BJ <8) in 1991 in a retrospective review on 
endoscopic records for cancer of esophagus from 1976- 
1990 reported 49% of all oesophageal cancers to be adeno¬ 
carcinomas. In an extended study from 1991-1995 adeno¬ 
carcinoma of esophagus represented an incidence of 70% 
which was the highest incidence reported till that date. 

Devcsa' 9 ’ in 1998 in a population based incidence data 
from National Institute's SEER programme calculated age 
adjusted incidence rates for carcinoma oesophagus from 
7, 3 year time periods beginning in 1974-1976 and 
extending it through 1991-1994. It was found that the 
incidence of esophageal adcno-carcinoma surpassed that 
of squamous cell carcinoma. The annual rates per 100,000 
population for adeno-carcinoma rose from 0.7 during 1974- 
1976 to 3.2 during 1991-1994, an increase of 350%, the 
corresponding numbers of cases rose from 164 to 934. 
During the same period the rates for squamous cell 
carcinoma of esophagus declined from 3.4 to 2.2. Among 
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black males, increases were apparent for esophageal 
adenocarcinoma with rates increasing from 0.4 to 0.6. The 
rates for squamous cell carcinoma among black males 
continued to decrease into the 1990’2. Dcvesa concluded 
that increase in cigarette smoking might contribute to the 
trend through an early state. Carcinogenic effect alongwith 
obesity which might predispose to gastro-oesophageal 
reflux. In short, the incidence of adeno-carcinoma of 
esophagus has been increasing over the last three decades 
and probably reflects a genuine increase in the incidence 
of its recognized precursor lesion. Barrett's metaplasia.' 10 ’ 


gastric junction should be considered separately from 
gastric and other oesophageal cancers and a new 

(Table I )“° n SyS ‘ Cm f ° r jUnCti ° nal WaS d< ^<* 

Table-1: Classification of junctional cancer types (from Sim*.- 

and Stein, 1998). n 

Junctional 

Cancer Description 
Type-1 


Oesophagogastric Junction and Cardiac Caners 

Adenocarcinoma arising at the oesophagogastric 
junction pose many problems. They arc difficult to classify 
as they can arise from the columnar lined lower 
oesophagus, from the cardia itself or from the gastric body/ 
fundus, with an upward spread to involve the esophagus.'' 1 ’ 

Because of similar trends in the incidence of 
adenocarcinoma of the esophagus and cardia which have 
been found to be similar in their changing incidence, age at 
diagnosis, malc.fcmale ratio etc: adenocarcinomas of lower 
end of esophagus have been clubbed together with 
carcinomas of cardia and it is believed that it may be a 
similar disease" 2 ’ because while the incidence of gastric 
cancers is decreasing world-wide, the cancers of cardia 
are on an increase following the trend of the oesophageal 
adenocarcinoma. 

In an autopsy study at the University of Dusscldorf m 
from 1950-1982, cancer of distal oesophagus accounted 
on an average for about 40% of all esophageal cancers 
whereas the percentage of cancers of the cardia among all 
gastric cancers was 15.4% on average. While the incidence 
of gastric cancer was found to decrease overall, a relative 
increase in cancers of cardia was found. 

It has been suggested that adenocarcinomas of the 
lower esophagus and gastric cardia should be reclassified 
as esophagogastric junction (OGJ) cancers." 41 There are 
distinct differences in the sex ratio, age at diagnosis, and 
distribution of histological types for tumours arising within 
the esophagus, the oesophagogastric junction (OGJ) and 
the stomach. These features support the concept that 
disease arising at the OGJ and including the lower 
esophagus and/or gastric cardia should be considered an 
entity separate from disease that arises from within the 
esophagus and the stomach. 

Cancer registry and hospital data shows that there has 
been a change in the topography of gastric cancer and 
topography and morphology of oesophageal cancer with 
an increasing proportion of cases of adenocarcinoma of 
the gastric cardia and lower oesophagus i.e. adenocarcinoma 
of oesophago-gastric junction.‘ 7 - ,s - 16 ’ A consensus 
conference of the International Gastric Cancer Congress 


Type-ll 


area of specialised intestinal metaplasia and " 
infiltrate the oesophago-gastric junction. may 


Type-Ill 


... . -me (idrQiar 

epithelium or short segments with intestinal metaplasTa 

at the oesophago-gastric junction, this entity is also often 
referred to as "junctional carcinoma". 


Sub-cardial gastric carcinoma while infiltrates the 
oesophago-gastnc junction and distal oesophagus from 
below. 

The death rates from cancers off the esophagus and 
gastro-oesophageal junction, adjusted for age have risen 
steadily since the early 1970's (from 3 to 6 per 100,000 

and from 1.5 to 3 per 100,000 population in the United 
Kingdom respectively). 17 


Esophageal/gastro-oesophageal junction 

cancer and Barrett’s metaplasia: 

In Barrett s esophagus, the distal oesophagus is covered 
with a metaplastic columnar epithelium that predisposes to 
the development off adenocarcinoma. Initially, a segment 
of at least 3cms was required but the definition now also 
includes short segments" 8 ' and finger-like extensions of 
metaplasia from cardia into the oesophagus. However, the 
increased risk of cancer correlates with the length of the 
mctaplastic segment and the presence of specialized 
intestinal metaplasia with Alcan-blue positive goblet cells " ,) 
The incidence of intestinal metaplasia of both the 
oesophagus and the gastro-oesophageal junction are also 
increasing. This metaplastic tissue besides having a pre- 
malignant potential is related to bile and acid reflux 
disease." 01 About 8% of patients undergoing routine 
endoscopy and 3% of the adult population have at least 
lem of Barrett's esophagus.' 20 ' Furthermore, 17% of 
patients undergoing routine endoscopy and 6% of the adult 
population may have intestinal metaplasia of the gastro- 
oesophageal junction' 20 - 2 " Metaplastic changes may- 
progress from dysplasia to adenocarcinoma." 8 ' About 5- 
15% of people with Barrett’s esophagus and 2-5% of those 
with intestinal metaplasia of the gastro-oesophageal junction 
also have dysplasia, which in case of Barrett’s oesophagus 
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increases the risk of cancer between 30-fold and 150-fold 
though the risk of cancer for people with metaplasia of the 
gastro-oesophageal junction has so far not been quantified. 

The specialized epithelium may play a role in 
carcinogenesis at the cardia, but due to the high prevalence 
of intestinal metaplasia, it docs not help in predicting a high 
risk of cancer at this level/ 0 

Rare inherited syndromes of familial gastro-oesophageal 
cancer can occur though these are rare and account for 
only 1-5% of cases.' 22 ' 

Inherited gcrmlinc mutations of the O.Ecadherin gene, 
involved in cell adhesion, leads to loss of O. Ecadherin 
expression which is not only a cell adhesion molecule but 
also a tumour suppressor gene. Reduced expression of 
adhesion molecules on the surface membranes of cancer 
cells make them far more likely to have invasive properties. 
This situation seems to occur during the progression from 
metaplasia to adenocarcinoma/ 21 ' 

Various other aetiological factors for metaplasia 
adenocarcinoma sequence have been suggested which 
include smoking, generalized use of anti-sccrctory agents, 
gastritis and helicobacter pylori infection/ 1 ’ 


1988 as Group-II), which correlated with an increase in 
the proportion of patients with diffuse carcinoma with a 
corresponding decrease in the intestinal type. 

To explore the factors that have influenced a decrease 
in the incidence rate of gastric carcinoma, a study in Japan 
by Inoue/ 27 * was performed to note the changing pattern 
in clinico-pathological features of gastric carcinoma 
Proportional distribution was compared over the three 
different periods (1965-1973, 1974-1982, 1983-199) 
according to the clinico-pathological features of the gastric 
carcinoma i.e. sex. age, lesional location, histopathological 
type etc. A decline in the carcinoma of antrum with a relative 
decline in the well differentiated adenocarcinoma and an 
increase in cardiac carcinoma was found This changing 
pattern of gastric carcinoma in Japan was probably related 
to exposure patterns of same epidemiological factors e g. 
Westernizing diet. The incidence of gastric carcinoma has 
thus declined, the factors which have contributed to this 
decline arc as underlined in Tablc-II. 

Table-ll: Factors contributing to a decrease in the incidence oft 

gastric cancer. 


Carcinoma Stomach: 

Gastric carcinoma is a world-wide disease Its 
incidence, however, varies widely, being particularly high 
in countries such as Japan, Chile, China, Portugal and 
Russia and is four-fold to six-fold less common in United 
States, United Kingdom, Canada and Australia/ 24 ’ In most 
countries, there has been a steady decline in both the 
incidence and mortality of gastric cancer over the past six 
decades. In 1930, gastric cancer was the most common 
cause of cancer death in the United States, since that time 
the annual mortality rate in the United States has dropped 
from about 38 to 7 per 100,000 population for men and 
from 28 to 4 per 100,000 for women. 

Although there has been a general decrease in the 
incidence of gastric cancer which correlates with a 
decrease in the antral cancers, an increase in the carcinomas 
of cardia has been noticed/ 25 ' As has been pointed out earlier 
cancer of cardia is different in the sex ratio, histological 
type, prognosis and in relation to aetiological factors such 
as the consumption of alcohol and tobacco, when 
compared with gastric cancer in other locations. These 
differences have led some investigators to consider cancer 
of cardia as a separate entity. 

Many studies were conducted, to determine changes 
in various aspects of gastric carcinoma comparing specified 
3. 4 or 5 year intervals. In one such study by Craanen 
(1992)/ 26 ’ comparing two time periods a significant 
increase in the proportion off patients with cardiac 
carcinoma was found in the second group (patients from 
1973-1980 were assigned Group-1 and these from 1981- 


1. Decrease in intake of salty foods, especially slated fish dried 
fish and pickled vegetables. 

2 Reduction in the over-intake off carbohydrates such as rice 

3. Increase in intake of fresh and green-yellow vegetables. 

4. Increase in protein and fat intake. 1261 

The other factors contributing to gastric cancer like 
environmental, hereditary factors and association with 
H.pylori have not shown a change in the already existing 
pattern However, in some studies Castellanos (1992) 125 ’ 
while studying the changing pattern of gastric cancer in 
Oxfordshire o\cr two time periods (1960-1964 and 1984- 
1988) found chronic actixc gastritis associated more with 
tumours of Lauren's intestinal type than with dilTusc t>pc 
(in 1980 s) a similar trend was found in 1960 s also, in the 
1960-1964 scries. In the same study a strong association 
was noted between the antral carcinomas and H pylori 
infection H pylori infection was present in 80% of antral 
tumours in 1960's and in about 40% in 1980‘s which max 
relate to rising standards of living and improxed public 
health. 
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e mphysematous pyelonephritis 
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ABSTRACT: Emphysematous pyelonephritis is a life threatening necrotizing renal infection characterized by the production 
of gas. We present four cases, three of whom were females with diabetes, while one was non-diabetic male with urinary 
tract obstruction associated with urinary calculi. All four patients were managed aggressively initially with 1/V fluids, 
antibiotics with correction of electrolytes and blood sugars. One patient was subjected to hemodialysis for acute renal 
failure and all four were latter subjected to emergency nephrectomy. Right kidney was involved in all the four patients, 
'/hough the mortality rate reported in 40-50°/J primarily owing to sudden septic complications, we had no mortality 
although morbidity was high. 

Key words: Emphysematous, pyelonephritis, diabetes, nephrectomy, necrotizing renal infection, parenchymal gas 


JK-Practitioner 2003;10(4): 263-266 


INTRODUCTION 

Emphysematous pyelonephritis is an acute necrotizing 
renal parenchymal and perirenal infection caused by gas 
forming uropathogens^ The pathogenesis is poorly 
understood, because the condition usually occurs in diabetic 
patients, and it has been postulated that the high tissue 
glucose levels provide the substrate for microorganisms 
such as E. coli, which are able to produce carbon dioxide 
by the fermentation of sugar"*. In addition to diabetes, many 
patients have urinary tract obstruction associated with 
urinary calculi or papillary necrosis and significant renal 
functional impairment. The disease is considered rare and 
we presented four cases encountered during the last 4 
years. 

Report of cases 

Case No. 1: A ■65 years old female, non alcoholic, 
postmenopausal, known hypertensive and diabetic (insulin 
dependent) for last 5 years, presented with high grade 
fever, rigors and chills, vomiting and right side flank pain 
for last 5 days and oliguria for 2 days before admission. 
On examination the patient was febrile temp 102°F, ill 
looking, disoriented in grade III coma, BP of90/60 mmHg, 
pulse 130/mt low volume with R/R of 38/mt. Auscultation 
of chest revealed B/L crepitus in lower zone. Abdominal 
examination revealed tenderness all-over the abdomen 
especially right flank with renal mass. Laboratory 
investigations showed Hb - 8.5 gm, TLC - 25,090, DLC- 
N90, L10, Platelet 90,000. Urea - 110, Creatinine 10.9 
mg/dl, Na - 138, K - 6.8, Calcium - 9.6 mg/dl, blood sugar 
445 mg/dl. Blood culture and urine culture were positive 
for E. coli and Klebsiella (Table 2). Urine exam - pus cells 


chest P/A - mild (R) sided effusion. Ultrasonography 
showed enlarged right kidney with strong focal echoes. 
X-ray KUB - mottled gas shadows over the right kidney 
area. Non-contrast CT scan showed presence of 
intraparenchymal gas in the right kidney with enlarged, & 
distorted kidney with areas of necrosis. Immediately after 
admission, patient went into septic shock. Patient was 
resuscitated and put on ventilatory support with renal dose 
of dopamine. Patient was put on broad spectrum antibiotics 
and blood sugar controlled with plain insulin. After 
stabilizing the patient for 24 hours, patient was subjected 
to one cycle of hemodialysis. Emergency right side 
nephrectomy through 11th rib incision was performed and 
renal fossa copiously irrigated with and a large bore tube 
drain was kept in for 7 days. Operative findings recorded 
were enlarged and inflamed right kidney with adhesions 
to the ascending colon, duodenum, liver, psoas muscle 
and IVC. Chocolate coloured pus was seen in perirenal 
area with sloughing of renal parenchyma. Pus culture from 
the operative site revealed E.coli and Klebsiella. Pathology 
report revealed diffuse renal ischemia, with varying degree 
of glomerulosclerosis, arterionephrosclerosis with arterial 
and venous thrombosis with papillary necrosis. Course 
and outcome: - Patient was managed on ventilator for 3 
days after surgery and all vital parameters were kept under 
near normal with one more hemodialysis given 
postoperatively on 1st POD and patients blood pressure 
maintained on dopamine (5ugm/kg/min). Postoperatively 
two units of A+ve blood was transfused. Patient started 
forming urine from 2nd POD. Patient was shifted from 
ICU on 6th POD. Rest of the postoperative course remained 


full field, proteinuria ++, sugar +++, ketoacidosis. X-ray 


uneventful except wound infection. Patients creatinine leve 

_ came down to 2.5 mg/dl on 10th POD and at the time o 
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discharge on 21st POD. creatinine was 1.7 mg/dl (Table 
2) and blood sugar fasting was 88 mg/dl on insulin. At 3 
months ol followup creatinine was 1.0 mg/dl with 
controlled blood sugar. 

Case no. 2: A 58 year old female known diabetes 
(NIDDM) for last 2'/ 2 years on erratic treatment was 
admitted with high grade fever with rigors and chills, 
increased frequency of urine, flank pain with uncontrolled 
blood sugars of 5 days duration. On physical examination 
patient was febrile, temp 1()1°F. dehydrated, irritable, pulse 
126/mt low volume, BP 100/70 mmHg with tenderness 
in right flank and right h\pochondrium Laboratory studies 
showed HB - 10.5 gm%.TLC 18,680, DLC - N88, L08, 
E4. urine routine - Alb +, sugar +++, with pus cells full 
field Urine and blood cultures showed E. coli. Urea - 90 
mg/dl. creatinine 2.5 mg/dl. blood sugar (F) 375 mg/dl 
(Table 1) X-ray KUB was inconclusive as was ultrasound. 
Plain CT scan showed presence of parenchymal gas in 
the right perirenal and intraparcnchymal region. Patient 
was resuscitated with IV fluids, broad spectrum antibiotics 
and control of blood sugar with regular insulin and 
emergency right nephrectomy with 11th rib incision was 
performed within 8 hours of admission. Operative and 
pathological findings were same as in case no. 1. Pus 
culture from operative site showed E.coli. Patient did well 
postoperative except wound infection, which needed 
secondary suturing. Creatinine level stabilises to 0.9 mg/ 
dl from 2nd POD and at the time of discharge remained 
0.9 mg/dl. At 3 month of follow' up. blood sugar were 78 
mg/dl and creatinine of 0.9 mg/dl. 

Case no. 3: A 62 years old female, known diabetic for 
last 6 yrs (NIDDM). was shiAed from medical ward with 
H/O fe\cr. rigors and chills, pain right flank and right renal 
mass with uncontrolled blood sugars for last 7 days. On 
physical examination patient was stable, febrile 104°F, BP 
130/90 mniHg. pulse 100/ mt regular. There was tenderness 
in the RHC and RLR and a right renal mass which was 
tender Laboratory studies revealed Hb-9gm.TLC-14,300, 
DLC- N80, L10 E06, M04, urea 100 mg/dl, creatinine 3.5 
mg/dl. blood sugar 410 mg/dl. Na 140, K 4.5, urine exam 
- pus cells 10-15. sugar ++. Alb +, urine culture- E.coli, 
and blood culture was negative.X-ray KUB was 
inconclusive. Ultrasound reported enlarged right kidney 
w ith mixed internal echogenicity suggestive of renal mass 
(RCC).CT scan reported presence of intraparcnchymal 
and pararenal gas in the right kidney with areas of necrosis. 
In medical ward patient was managed with IV fluids, broad 
spectrum antibiotics as per culture & sensitive of urine 
and blood sugar were controlled by giving human insulin 
S/C and patient also received two units of B+ve blood 
transfusion. Immediately after shifting the patient to 
urology deptt, an emergency right nephrectomy was 
performed through 11th rib incision. Operative findings 
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reported were enlarged and inflamed right kidney, pararenal 
and perirenal abscess, with sloughing of the renal 
parenchyma with areas of necrosis in between. There were 
lot of adhesions with the surrounding structures Patholocv 
report was same as in case 1 Pus culture from operative 
area reported growth of E.coli. Postoperative period was 
uneventful. Drain was removed on 5th POD. Creatinine 
w as 1.5 mg/dl and blood sugar (F) 100 mg/dl on 3rd POD C 
Except for wound infection and right basal pneumonia 
patient recovered well. At the time of discharge, patients 
creatinine was 1.5 mg/dl and at 3 month of follow un ii 
was 1.0 mg/dl. F 

Case no. 4: A 50 yr old male non-diabetic, non- 
hypertensive w as admitted with history of high grade fever 
with rigors and chills, pain right flank and right renal mass 
of 14 days duration. Past history, patient had urethral 
stricture since 1986 and was subjected to optical 
urethrotomy in 1987, 1991 and 1995. Finally in 1998, 
patient had undergone cystolithotomy with urethroplasty 
and since then was doing well. On physical examination 
patient was found febrile, temp 102°F, pulse 120/mt, BP 
110/70 mmHg, grossly pale and tachypneic. Abdomen was 
tender on right side (RHC + RLR) with a palpable renal 
mass measuring about 10x14 cm, slight tender with 
subcutaneous crepitus felt in the right renal area over the 
mass. Chest examination revealed right side pleural effusion. 
Laboratory studies revealed Hb 6.5 gm, TLC- 25,000, DLC- 
N90,L08,E02, platelet- 90.000, urea 90 mg/dl, creatinine 
2.5 gm/dl, Na 134, K 4.9, calcium 9.6, blood sugar fasting 
72 mg/d. Urine examination revealed pus cells full field 
with 10-20 RBC, sugar nil. Alb ++, urine culture- E. coli, 
and blood culture was negative. Ultrasound reported right 
renal mass with altered echogenicity. X-ray KUB showed 
presence of renal calculi w ith mottled gas shadows in the 
right kidney area (Fig. l). X-ray chest PA view showed 
right lower zone effusion.. Thoracocentesis reported 
transudate with no evidence of any malignant 

cells or tuberculosis. CT scan reported 
presence of gas in the intraparcnchymal, pararenal and in 
the collecting system (Fig .2), patient was managed with 
IV fluids, broad spectrum antibiotics, and received 3 units 
of B+ blood transfusion for 2 days and then patient was 
subjected to emergency right nephrectomy. Operative 
findings reported were enlarged and grossly inflamed right 
kidney, para and perirenal chocolate coloured abscesses 
with dense adhesions to ascending colon, duodenum, liver, 
pleura, I VC and psoas muscle, with large renal calculi > 3 
ems in dia at PUJ region. Pathology reported obstructive 
features superadded with inflammation. Pus culture from 
the operative site growed E. coli and klebsiella. 
Postoperative period was uneventful. Creatinine on 2nd 
POD was 0.9 mg/dl and drain was removed on 5th POD. 
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Table 1: Historical 


and admission data of 4 cases 


! Mean age (yrs) 

2 Total no. of pts 
2 Male : Female ratio 

4 Medical history 
UTI 

Stone (no) 

Diabetes (no) 

5 Symptom duration (days) 

Mean S. duration 

Fever and rigours (no) 

Pain (no) 

Vomiting (no) 

Renal mass (no) 

6. Admission diagnosis (no) 

Diabetic ketoacidosis 
Diabetes out of control 
UTI and sepsis 

7. Admission physical 
examination (no) 

Temp 101% (no) 

Cast vertebral angle 
tenderness (no) 

Hypotension(BP < 100 mmHg) 
Subcutaneous air 

8. Mean admission laboratory 
studies 

Hb (gm) 

WBC count 
Glucose (F) 

9 Percentage sensitivity of various 
investigations for presence of gas 
Plain KUB 
USG 

Non-contrast CT 


58.7 yrs (50-65) 

4 patients 
1:3 

1 

1 

3 

7 days (5-14 days) 

4 
3 
3 
3 

1 

3 

1 


4 

4 

1 

2 


8.6 gm (6 5 - 10.5) 
20.875 (14,300 - 25,090) 
327 mg/dl (78-440) 


75% 

25% 

100 % 


Except lor wound infection and right basal pneumonia, 
patient recovered well. At the time of discharge and at 3 
months of followup creatinine was 0.9 mg/dl. 
DISCUSSION 


The Pathogenesis of emphysematous pyelonephritis 
appears to be poorly understood. It has been postulated 
that pyelonephritis developing in the diabetic kidneys is 
followed by some unknown stress or event that induces 



Fig. / 


more often than left kidney*. Almost all patients displav 
the classic triad of fever, vomiting and flank pain 4 
Pncumaturia is absent unless the infection involves the 
collecting system. Results of urine cultures are invariably 
positive, E. coli been the most common uropathogen. 
followed by klcbsiella and protcus. The clinical findings in 
our patients are similar to those generally reported in the 
literature ’ . 

Table 2: Results of urine culture, pus culture and blood culture 

of 4 patients 

Pus culture taken 
from lesion at the 
time of surgery 

E.coli ♦ Klebsiella 
E coli 
E.coli 

E.coli + Klebsiella 


Case no 

1 . 

2 

3 

4 


Urine culture 

E.coli + Klebsiella 
E.coli 
E.coli 
E coli 


Blood culture 

E coli 
E coli 
Negative 
Negative 


Table 3: Summary of creatinine levels at admission, discharge 
and at 3 months of followup of 4 patients- 


diffuse renal ischemia. The resultant low oxygen tension 
induces anaerobic metabolism. Escherichia coli, klcbsiella 
pneumonia and protcus mirabilis, which arc facultative 
anaerobes, then arc able to ferment glucose to lactate and 
carbon dioxide. It seems more reasonable to postulate that 
impaired host response caused by local factors, such as 
obstruction, or a systemic condition, such as diabetes, 
allows organisms with the capability of producing carbon 
dioxide to utilizes necrotic tissue as a substrate to generate 
gas in vivo. This emphysematous pyelonephritis should 
be considered a complication of severe pyelonephritis rather 
than a distinct entity. All of the documented, cases of 
emphysematous pyelonephritis have been adults^. Juvenile 
diabetic patients do not appear to be at risk. Women are 
affected more often than men and right kidney is involved 


Case no.Patient age 

creatinine levels 



yrs 

Admission 

Discharge 

3 month follow up 

i 

65 F 

10 9 mQ/dl 

1.7 mg/dl 

0 7 mg/dl 

2 

58 F 

2.5 mg/dl 

0.9 mg/dl 

0 9 mg/dl 

3 

62 F 

3.5 mg/dl 

1.5 mg/dl 

1.0 mg/dl 

4 

50 M 

2.5 mg/dl 

0 9 mg/dl 

0 9mg/dl 


As reported by Schainuck et al 

the production 


carbon dioxide is responsible for the appearance of gas on 
x-ray examination. Furthermore, the poor blood flow 
exacerbates the situation by inhibiting antibiotic perfusion 
to the kidney. Thomas E. et al found that entire kidnev 
was involved and no real sparing of renal parenchyma 
exists to allow partial nephrectomy, as was seen in our 
cases also. Patients with emphysematous pyelonephritis 
involving the right kidney reportedly are at greater risk for 
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death . owing to the increased difficulty of removing an 
enlarged and inflamed kidney on the right side with inferior 
\cna cava, liver and duodenum in such close proximity. 
Radiographically, the plain film of the kidney, ureters 



Fig. 2 


and bladder (KUB) is the best study to screen diabetes for 
air in the renal fossa. However, this finding is often mistaken 
lor bowel gas (Fig. 1). A crescentic collection of gas over 
the upper pole of the kidney is more distinctive. As the 
infection progresses, gas will extend to the perinephric 
space and retroperitoneum. 

Excretory urography is rarely of value, since the 
affected kidney usually is non-functioning or poorly 
functioning. Because of the significant risk of contrast 
nephropathy in critically ill. dehydrated diabetic patients 
with abnormal renal function, non contrast CT scan' is 
more precise, w ith its high resolution and lack of need for 
contrast material and is 100% diagnostic in the presence 
of suspicious plain films, as was noted in all our cases 
(Fig 2). Ultrasound is usually less informative and usually 



ultrasonography on all patients and was diagnostic only 
once. Renal scan should be performed to assess the degree 
of renal impairment and the contralateral function. 


Management of patients with emphysematous 
pyelonephritis has been the topic of many reports. Most 
invcstigators^a^rcc that nephrectomy is the preferred 
management ' Emphysematous pyelonephritis is a 
surgical emergency and most patients arc septic. Fluid 
resuscitation and broad spectrum antibiotics are essential. 
If the kidney is functioning, medical therapy can be 
considered Nephrectomy is recommended for patients 
who do not improve after a few days of therapy* 0 . If the 
affected kidney is non-functioning and not obstructed, 
nephrectomy should be performed, since medical treatment 
alone is usually lethal especially in diabetic patients. If the 
kidney is obstructed, catheter drainage must be instituted. 
If the patients condition improves, nephrectomy may be 
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deferred pending a complete urologic evaluation. Although 
there arc isolated ease reports of retention of renal function 
after medical therapy combined with relief of obstruction 
most patients require nephrectomy 11 . We have used 
nephrectomy in all patients and agree that nephrectomy i s 
the preferred treatment management, as dclavcd 
nephrectomy only jeopardizes the chances for survival 
Even with aggressive management, the mortality rate in 
Thomas E ct al study was 42%, while Michacli ct ar 
reported survival of approximately 90%. We had no 
mortality in our four patients. 

CONCLUSION 

In summary, emphysematous pyelonephritis is a vapiam 
of pyelonephritis that must be respected for its malignant 
potential. Diagnosis is confirmed by gas in the renal 
parenchyma or perinephric space either by a plain KUB or 
noncontrast CT scan. High suspicion should be made in 
patients with pyelonephritis associated with diabetes or 
with urinary obstruction. Appropriate medical management 
and stabilization of the patient should be attempted but 
immediate nephrectomy must not be delayed. The process 
continues to have a 40% - 50% mortality rate primarily 
owing to sudden septic complication. At operation a high 
11 th or 10th rib incision should be made to allow- easy 
access to the renal vessels, which should be secured first 
The area should be irrigated copiously, a large drain should 
be placed. Our experience with four patients reveals that 
rapid improvement ensures and no significant deterioration 
of renal function occurs if immediate nephrectomy is 
performed. 
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"Abstract * The study was conducted in the department of surgery, SMHS hospital Srinagar, on 100 patients admittec y 
the surgical unit for cholecystectomy from June 1999 - October 2001 '/here was no enter,a regard,ng age and sex oj 
patients. However, care was taken not to include patients with associated pathology like choledocholithiasis, (jH malignancy 
or severe cardiovascular / pulmonary disease and major bleeding disorders. Indication for surgery included chrome 
calculus cholecystitis 7H. acute calculus cholecystitis 12. mucocoele 5 gallbladder polyps 2. empyema gallbladder 2. 
and a calculus cholecystitis I. 9 patients were converted to open procedure giving the conversion rate of 9 %. There was 
one major complication (Right hepatic duct injury) and few minor complications Ihe mean operative lone was 37.43 
, )U n with range from 15- 220 minutes. The average hospital stay was 3.25 days and range from 2- 7 days, no death 
occurred in this series. Our results suggest that laproscopic cholecystectomy is essentially a safe procedure with low 
morbidity and mortality rates. 


KEY WORDS: Laparoscopic Cholecystectomy- Complications 
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Cholelithiasis is one of the most common diseases of 
western countries with a prevalence of 5-221 % and in 
western world it is the commonest surgical procedure in 
abdomen 2 .An estimated 20 million people in United States 
harbour gall stones and approximately 500,000 
Cholecystectomies arc done annually’ 4 In our part of the 
country also this disease is very common'. The basic 
technique of conventional Cholecystectomy by Carl 
langcnbuch of Berlin (1882) remained unchanged for about 
a century when Philippe Mourcts in Lyon France did the 
first laparoscopic surgery in March 1987 <, - 7K ' 9 . 

Laparoscopic surgery provides quicker and 
comfortably recovery with rapid return to work by 
reducing the trauma of operative access. We report here 
our results during 1st year of laparoscopic cholecystectomy 
in SMHS Hospital. 

MATERIAL AND METHOD 

100 patients with symptomatic gall stones/ polyps 
under went laproscopic cholecystectomy from june 1999 
- Oct 2001. The series included 76 females and 24 males. 
In all the patients diagnosis was confirmed by USG. 
Routine preoperative investigations included full blood 
count, LFT.KFT, electrolyte and clotting profile. 

On the day before surgery an informed consent was 
taken for the procedure after explaining the patient the 
advantages and potential complications of the procedure. 
Patient was also told that in the event of intraoperative 


difficulties, the procedure might be converted to open 
cholecystectomy. Soft diet was prescribed to patients on 



hi\> I Cystic duct being clipped and cut with scissors 


the evening before the surgery and preoperativc enema 
was prescribed in the late evening and morning before 
surgery, ceftrioxone 1 gm was given at the time of 
induction and the patients were directed to void the bladder 
before surgery. All the patients were operated under general 
anaesthesia nasogastric tube was inserted in all the patients 
at the time of induction and removed at the end of operation 
The operative procedure was conducted in the manner 
described by others 10 * Intra operative cholangiography 
was not performed in any case. 

Normal diet was started on the second postoperative 
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day and the majority of the patients were discharged on 
the 2" 1 postoperative day. All patients were reviewed on 
OPD basis with in a week of discharge. 

RESULTS: 
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into intraoperative and post operative complications which 
were further sub divided into major and m,n or 

COmp " Cati °" S «» » our study 


In the study majority of the patients (58% ) were in 3 rd 
and 4 Ul decade of life, (35% were in the age group of 31 to 
40 years and 23% in the age group of 41 to 50 years). Mean 
age was 41 years with range from 16 to 85 years. Females 
dominated the number with 76 fcmalesand 24 males. Male 
.‘icmalc ratio was 1: 3.'The operative findings arc tabulated 
below: 

The procedure was converted into open 
• m in 9 patients and the reasons for 

conversion are summarized in Table 2 .the mean operative 
time was 57.43 min and range from 15 - 220 minutes the 
hospital stay ranged from 2-7 days with average od 3.25 
days. Conversion to open procedure incrcsased hospital 
stay in some patients 


Table 1: Distribution of Cases According to Operative Findings 


Operative findings 
Adhesion free or minimal soft omental 
adhesions 

Dense visceral or omental adhesions 
Obliteration of Calot's Triangle by adhesions 
and edema 

Thin walled Gallbladder 

Thick walled and inflamed Gallbladder 

Dialated CBD 

Choledocholilithiasis and worm in CBD 

GB Malignancy 

Mucocoele 

Empyema 

Cholecysto- Gastric Fistula 
GB polyp 

No Stone (Acalculus cholecystitis) 

Fatty Liver 

Acessory Cholecystohepatic duct 
Anomolous cystic artery 
Situs inversus 


NO 

69 

31 

17 

86 

12 

2 

1 

2 

5 

2 

1 

2 

1 

1 

2 

1 

1 


%age 

69 

31 

17 

86 

12 

2 

1 

2 

5 

2 

1 

2 

1 

1 

2 

1 

1 


TABLE 2: Distribution of Cases According to Reasons ot 

Conversion 

REA SONS FOR C ONVERS ION No. %age 


Acute cholecystitis with dense adhesions around 

oedematous Gall bladder with unclear anatomy 1 1 

Acute Cholecystitis with cholecystogastric fistula 

and dilated CBD 1 i 

Acute Cholecystitis with accessory cholecystohepatic 

duct with unclear anatomy 1 1 

Mucocoele with adherent right hepatic duct which 

was damaged during dissection 1 1 

GB Malignancy with secondaries liver 1 1 

Mass at the fundus of gallbladder (Malignant) 1 1 

Dilated CBD with choledocholithiasis and dead 

worm in CBD 1 1 

Anomolous cystic artery injury. 1 1 

GB Surtated on Left Side ( Situs Inversus) which 

was not documented preoperatively 1 1 


( OMPLICATIONS: The complications were divided 


TABLE 2: Distribution o» Cases According to Intraoperative 

Complications 


COMPLICATIONS 
Major Complications 
Right hepatic duct Injury 
Minor Complications 
BLEEDING 

Bleeding from cystic artery 
Bleeding from liver bed 
Bleeding from epigastric port 
Bleeding from right lower port 
LIVER INJURY 
GB PERFORATION WITH 
SPILLAGE OF BiLE 


No 


7 

6 

2 

1 

1 


21 


%age 


7 

6 

2 

1 

1 


21 


RETURN 70 WORK Time taken by the patient to return to work and pre¬ 
operative activities from the day of operation was determined 


TABLE 4: Distribution of 
to Normal 
TIME IN WEEKS 
1-2 
3-4 


5-6 


Cases According to Time Taken to Return 
Activity. (Lap. Chole Group) 


No 

%age 

62 

62 

28 

28 

1 

1 


TABLE 2: Distribution of Cases According to Time Taken to Return 
to Normal Activity (Conversion Group) 

TIME IN WEEKS No 

3-4 2 

5-6 5 

7-8 2 

Discussion and Conclusion 

Laparoscopic Cholecystectomy is rapidly replacing the 
conventional open cholecystectomy for treatment of 
cholelithiasis due to its obvious benefits to the patient. It 
is now olfered to “all the comers” with a success rate of 
99 M %. This technique of minimum access surgery has 
gained wide acceptance because of high quality of results 
obtained in various series' 112 . The conversion rate in our 
scries has been (9%) which is similar to the conversion 
rate (0.08% to 14%) reported in world literature 13 .The 
reasons for conversions were (a) unclear anatomy with 
difficult dissection at Calot's triangle in acute cholecystitis 
(3%) (b) GB malignancy (2%) (c) dilated CBD stone with 
choledocholithiasis (1 %) (d) mucocoele with adherent right 
hepatic duct (1%) (e) Anomolous cystic artery injury (1%) 
(0 situs inversus (1%) 

Injury to bile duct causes the most serious morbidity 
associated with laparoscopic cholecystectomy and is 
considered to be a major complication.our scries, the 
incidence of bile duct injury w as (1%). Which is similar 
(0-2%) to the incidence in published series of world 
literature This patient had mucocoele of gallbladder and 
right hepatic duct was completely adherent to gallbladder 


%age 

2 

5 

2 
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vail Right hepatic duct was damaged during dissection 
vith diathermy hook, so conversion was decided. Right 
hepatic duct was sutured over T-tubc with interrupted 

3.0 vicryl. 

A port site metastases rate of 6.7% has been reported 
after laproscopy which is a higher figure as compared to 
metastasis in laprotomy line after open surgery. In one of 
our patients with gallbladder malignancy, no port site 
metastasis was seen upto a period of 6 months follow up. 
The other patient did not report for follow up: 

Intraoperative bleeding was encountered in 17 patients. 
In 7 patients there was bleeding from cystic artery which 
was cut accidentally (2) or there was an early division of 
C ystic artery into anterior and posterior branches which 
were not recognised (5) while anterior branch was secured, 
the posterior branch continued to bleed . Bleeding was 
easily controlled by applying a clip or using diathermy after 
irrigation and suction. Six patients had ooze from liver 
bed which was controlled by pressure and diathermy. In 
one patient bleeding due to accidental liver laceration by 
the grasper was controlled by pressure and diathermy. 

One patient in our series drained 400 ml of bile on 1st 
Postoperative day and on second postoperative day again 
same amount of bile was drained. However, it gradually 


decreased to 100ml / day upto 6 Ul postoperative day and 
then upto 50ml / day till 8°' postoperative day. Tube drain 
was clamped after 8 days for 24 hours. Patients did not 
get any pain, fever or jaundice and ultrasound was done 
which was normal with no collection in abdomen or pelvis. 


However the cause of bilary leak could not be established 
and the drain was removed on the next day. Another patient 
in series drained 200 ml of bile in 1st 24 hours after surgery, 
50 ml on 4 th and 5 th postoperative days and 10 ml on 6 U ‘ 
postoperative day and ultrasonography did not reveal any 
residual collection and the drain was removed on the same 
day. The mean hospital stay in our series was longer as 
compared to the reports in literature. Most of the patients 
who had undergone laparoscopic cholecystectomy were 
fit for discharge on second postoperative day only. The 
patients were delibratcly discharged on 3 rd or 4 th 
postoperative day depending upon the distance from the 
hospital as there is a paucity of domicilliary of nursing and 
hospital based healthcare facilities in the peripheral areas 
of our valley. Thus the benefit of early discharge after 
laparoscopic cholecystectomy was less evident in our 
series as compared to the reports in the world literature. 

One of the main advantages of laparoscopic 
cholecystectomy is the potential for the patients to return 
to work much earlier than after conventional open 
cholecystectomy. In a study conducted by Me. Intyre et 
al an early return to work with mean time of two weeks 
has been observed. In our series, it was observed that 
educated office going people did resume their work as 


early as 2-3 days; the range has been between 1 -6 weeks 
and 29 patients resumed routine work after 3 weeks.. The 
reason was that there is a general perception in the 
community that removal of gallbladder by whatever means 
being a major operation needs a longer perioid of 
convalescence for recovery. It is also possible that some 
patients use the operation as an excuse to gain a few extra 
weeks to escape from their work, especially if they are 
being paid there remuneration during the leave period Since 
we are entering an existing new era of laparoscopic 
surgery where there is a continuos public and professional 
demand for minimal access surgery, so it is our moral 
responsibility to benefit our patients from this new 
technology. However, the patients safety must be 
paramount and it is necessary to ensure that all the surgeons 
receive the highest quality training so that the techniques 
are applied appropriately. 

Our scries indicated an overwhelming patient 
satisfaction in particular refrence to postoperative pain, 
hospital stay, return to normal activity and from cosmetic 
point of view. 

The conclusion drawn from our study is that 
laparoscopic cholecystectomy is essentially a safe 
procedure with low morbidity and mortality rates. In 
addition complications of laparoscopic cholecystectomy 
can be minimised by maintaining “low thrcshhold' for 
conversion to laprotomy. It must be remembered that 
conversion should never be considered as a failure, but in 
fact, is a mark of prudence 
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Abstract: Recently the Sauve-Kapandji procedure has become the most popular method usedfor the treatment of various 
Distal RadioUlnar Joint disorders.However some complications,especially pain over proximal ulnar stump due to instability 
have been reported in more recent studies. To prevent this pain, we have used a modified Sauve-Kapandji procedure, using 
Extensor Carpii Ulnaris tendon to suspend the proximal ulna stump. 

We report here 10 patients of DRUJ disorders treated by this modified procedure between Jan. 2002 and Jan. 2003, at 
an average follow up period of 33 weeks,ranging from 16-50 weeks. Ihe average age at the time of procedure was 33.5 
years. There were 2 cases of chronic dislocation of DRUJ, 5 cases of post traumatic DRUJ arthritis and 3 cases of 
malunited fractures of distal radius. The distal end ofproximal ulna was stabilized with a sling created using ulnar half 
slip of extensor carpii ulnaris tendon. Functional results were evaluated with Mayo wrist score/ 3 * Forearm rotation and 

X-rays. 

Fusion of DRUJ was achieved in all cases by Two months. Excellent results were achieved in 5 cases. Good in 4 and 
fair in 1 case. All cases gained increase in range offorearm rotation. None of our patients had proximal ulnar stump 
pain or instability. There was no closure of pseudoarthrosis in our study. AII of our patients were happy with the cosmetic- 
appearance of the wrist. 

Key words: DRUJ disorders, DRUJ fusion, Sauve-Kapandji procedure, Mayo wrist score, ECU sling. Ulnar proximal 
stump. 
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Introduction: 

The distal radioulnar joint is important in providing 
support to the ulnar side of the wrist.DRUJ disorders cause 
pain and limitation of forearm rotation. It leads to severe 
limitation of hand function and inability to perform activities 
that require forearm rotation. In 1936, Sauve and Kapandji"’ 
described an operation consisting of DRUJ fusion. creation 
of a pseudoarthrosis proximal to the fusion, has become a 
popular procedure for the treatment of various disorders 
of DRUJ. It eliminates pain, restores forearm rotation and 
stabilizes the DRUJ. However some complications, 
especially pain over the stump of the ulna, have been 
reported in more recent studies. To prevent the occurance 
of stump pain due to the instability of the ulna several 
modifications have been proposed (14l5 - 17) We report here 
the surgical technique and the results of our modified 
Sauve-Kapandji procedure for the treatment of DRUJ 
disorders. 

Materials and Methods: 

Between Jan.2002 and Jan.2003, 10 patients of DRUJ 
disorders were treated with Sauve-Kapandji procedure 
together with creating a sling using ulnar half of ECU 


tendon to stabilize the proximal stump of ulna, at 
Govt.Hospital for Bone and Joint surgery,Srinagar. All 
patients had wrist pain and a limitation in forearm rotation 
due to osteoarthritic change or an incongruity of the DRUJ. 
All the 10 patients were available for follow up at an average 
follow up period of 33 weeks,ranging from 16-50 weeks. 
The average age at the time of procedure was 33.5 years, 
ranging from 20-47 years. There were 6 males and 4 
females. 7 procedures were performed on the right hand 
and 3 on the left hand. Four were manual workers, three 
were non manual workers and three were housewives. 
The procedure was indicated in those patients with DRUJ 
arthritis,dislocation or destruction and had high functional 
demands with severe unrelenting pain at the DRUJ. There 
were 2 cases of chronic dislocation of DRUJ, 5 cases of 
post traumatic arthritis of DRUJ and 3 cases with malunited 
fracture of the distal radius. 

Pre-operatively, the patients were evaluated with Mayo 
wrist score (2) - forearm rotation and radiologic 
examination.Fig 1. Patients were investigated before 
undergoing surgery as a routine. 
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Radiographs of wrist: 

PRE-OP:- (AP/LAT), showing Post-traumatic degeneration of DRUJ. 



Post-op X-ray (AP/LAT) showing arthrodesis off DRUJ and Pseudoarthrosis site. 
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None of the patients had closure of pseudoarthrosis. The 

• it__^ 'XVrw All thf* 


The procedure was carried out according to Sauve- 
Kapandji method. The DRUJ was exposed through a dorsal 
• Lion. The DRUJ was fused with a Screw and a ‘K’ 
JJi r e in some cases. A pseudoarthrosis was created 
'roximal to arthrodesis by resecting a centimeter segment 
of Ulna. The resected bone was used as a graft to fill the 
space in DRUJ. The distal end of proximal ulna was 
stabilized with a sling created using the ulnar half of ECU 
tendon. The tendon was split along the midline from the 
musculotendinous junction to the insertion of tendon on 
Pisform. The ulnar half was transected near the distal 
attachment of the tendon. A 3.5mm drill hole was made 
proximal to the distal end of ulnar shaft in a dorsal to volar 
direction. The proximally based ulnar half of ECU tendon 
was passed through the tunnel from volar to dorsal direction 
and was sutured back to the ulnar half of the tendon under 
appropriate tension in the neutral rotaion of forearm. 
Pronator quadratus was released form the distal ulna and 
reattached to the radial half of the ECU tendon in the area 
of resection. After confirming the tension of the transferred 
tendon during forearm rotation, the wound was closed . 
An above elbow plaster splint in neutral forearm rotation 
was applied. 

Post-Operative: 

The patients were instructed to keep the hand elevated 
for 24 hours to prevent oedema and stiffness. The patients 
were given antibiotics intravenously and analgesics. The 
sutures were removed on the fourteenth day and an above 
elbow plaster cast was applied. At suture removal patients 
were assessed for wound condition,pain and radiologic 
examination was done. Plaster was removed at 6 weeks 
postoperatively, and the patients were advised intermittent 
gentle range of motion of wrist,elbow and shoulder. 
Muscle strengthening and weight carrying excersices 
began when radiological union of arthrodesis was seen. 

The clinical results at final follow up were assessed by 
mayo wrist score, forearm rotation and radiological 
examination. 

Results: 

All cases had poor mayo wrist score and poor forearm 
rotation with average of 33.2 degrees of pronation and 
average supination of 29.6 deg. The average grip strength 
was 10.4 kg. Radiological union of the DRUJ arthrodesis 
was seen in all cases by two(2) months. At an average 
follow up of 33 weeks, the functional results rated by 
Mayo wrist score <2) were Excellent in 5, Good in 4 and 
Fair in One. All cases gained increased range of forearm 
rotation with 72.6 deg. Of pronation and average of 70.8 
deg.of Supination. No patient complained of pain over the 
proximal ulnar stump or feeling of insecurity of the bone. 


patients returned to work or participated in pre injury 
household, recreational or leisure activities at an average 
of 68.2 days after the operation. All patients were pleased 
with the procedure in terms of pain and cosmetic 
appearance of the wrist. 

Discussion: 

In the treatment of DRUJ disorders, the aim is to relieve 
pain, correct deformity and restore forearm rotation 
Several surgical procedures have been reported for the 
treatment of DRUJ disorders and the DARRACH"" 1 
procedure is widely used. Although this procedure provides 
relief of pain, some problems have been reported such as 
wrist instability, ulnar deviation of the carpal bones and 
the rupture of a finger extensor. 

Sauve-kapandji (,) procedure is used to treat patients 
with post traumatic DRUJ problems that include arthritis, 
instability of DRUJ and Ulna plus variance 0 *, or rheumatoid 
arthritis with destruction of DRUJ' 4 * It relieves pain, 
corrects deformity and restores forearm rotation (S| Ulnar 
carpal shift a known complication of Darrach s procedure 
is prevented <6) It is shown to provide a stable Ulnar side 
support to the wrist with DRUJ degeneration <7) . The S-K 
procedure has an undesirable potential of developing an 
unstable ulnar stump. TALEISNIK (8) , reviewed the results 
of the S-k procedure in 23 patients, who had post traumatic 
degeneration of DRUJ. He reported that nine patients had 
pain related to the ulnar stump and two patients needed a 
repeated operation for instability of ulnar stump. SANDERS 
et al; (9) in a study of 9 patients who had S-k procedure 
performed for post traumatic arthritis of DRUJ, reported 
that two patients had painful instability of the ulnar stump 
NAKAMURA et al, (10) performed S-K procedure in 15 
patients with chronic dislocation of DRUJ. Functional 
results were favourable in all patients, homever radiological 
examination revealed an unstable proximal ulnar stump 
and radio-ulnar convergence in all patients, and four patients 
had painful instability of the ulna. MINIAM1 et al, 
reported that S-K procedure gave satisfactory results in 
15 patients with arthritis of DRUJ. However 12 patients 
showed unstable proximal stump and radio-ulnar 
convergence and 2 patients had persistent pain in the ulnar 
stump. WAIZENGGER et al, <12) in a series of 14 patients 
reported four cases of unstable proximal ulna presenting 

with pain and feeling of insecurity. KAPANDJ1 " ?l 

% 

recommended that resection should be as distal as possible 
above the remaining head of the ulna, leaving a short 
fragment of distal ulna and a smaller ulnar gap of not more 
than 10mm, to reduce instability of the ulnar stump. The 
remaining structures that stabilize the ulnar shaft after S- 
k procedure are the interosseous membrane providing static 
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stabilization and the ECU. FCU tendons and the pronator 
quadratus providing dynamic stabilization (,4) . Release of 
pronator quadratus from the ulna and reattachment to the 
ECU in the area of resection helps to prevent ossification 
and acts as a spacer to prevent impingement between the 
radius and ulna during forearm rotation <l4) 

Few procedures to stabilize the ulna have been 
described. BREEN & JUPITER «« described a procedure 
using the ECU and FCU. The tenodesis using a weave of 
a distally based slip of FCU and a proximally based slip of 
ECU to stabilize the distal ulna after a Darrrach procedure 
ROOTHWELL ct al. "*> described a procedure of 
stabilizing the ulna shaft by suturing the sheath of the ECU 
and Periosteum as a single layer firmly over the ulnar stump 
and pseudoarthrosis. LOW et ai.« ,r > described a procedure 
ot stabilizing the ulna, by creating a sling using the radial 
half slip ol ECU tendon and looping it around the ulnar 
hall of the ECU to stabilize the proximal ulnar stump and 
Prevent radial or ulnar deviation and dorsal or volar 
displacement of bone. TAKUYA et al, " 9) used distally 
based slip of ECU to stabilize the proximal ulnar stump 
with 80% excellent results with no patient having pain 
over the ulnar stump. 

In our study.a sling was created using the ulnar half 
slip ol ECU tendon based proximally that was looped 
around the proximal ulnar stump and sutured back to the 
tendon (ulnar half) of ECU. It was effective as no pain or 
feeling of instability of the ulna shaft was reported. 

Conclusion: 

Our modified Sauve-Kapandji procedure is a simple 
technique for the treatment of DRUJ derangements that 
makes it possible to stabilize the proximal ulnar stump 
without limiting the forearm rotation, relieving the pain 
and maintaining the stability of the wrist. 
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INCIDENCE of maculopathy in non-proliferative and 

proliferative diabetic retinopathy 


Tnnai d.S.Wani, M.S.; A.RNasti, M.S.; Mchmooda Ashai. M S., Manzoor Keng. M S.; Tariq Qurcshi. M S.. Sabia Rashid. M S. 

ABSTRACT: Diabetic retinopathy, a progressive long term complication of diabetes mellitus is one of the commonest 
causes of blindness world over. The disease is responsible for blindness either in its proliferative form (proliferative 
diabetic retinopathy) or due to diabetic maculopathy selectively affecting the macular area. Diabetic maculopathy may¬ 
be associated with changes of non-proliferative or proliferative diabetic retinopathy. 

A total of200 eyes of 100 subjects were examined Group I comprised of 100 eyes of 50 patients having diabetes of 
varying duration and having changes of non-proliferative diabetic retinopathy and Group II comprised of 100 eyes of 
50 patients having diabetes of varying duration and changes of proliferative diabetic retinopathy. Incidence oj 
maculopathy was studied. 42% of patients in Group I and 70% of patients in Group II were found to have maculopathy 
The presence of diabetic maculopathy was seen to be directly related to the overall severity of the systemic disease as 
well as to the duration of diabetes. 

Key word : Non-proliferative diabetic retinopathy, proliferative diabetic retinopathy, diabetic maculopathy, macular 
edema. 
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MATERIALS AND METHODS 


and tractional retinal detachment. 


The present study was carried out on patients attending 
the outpatients department of the Department of 
Ophthalmology, SMHS Hospital, Srinagar from April 1998 
to July 2000. 

The study included 200 eyes of 100 patients. Grouped 
as below:- 

GROUP I : included 100 eyes of 50 patients having 
non-proliferative diabetic retinopathy of varying duration. 
Further, Group I was subdivided in Group la (patients 
without maculopathy) and Group lb (patients with 
maculopathy). 

GROUP II: included 100 eyes of 50 patients having 
proliferative diabetic retinopathy of varying duration. 
Group II was further sub-divided into Group Ila ( patients 
without maculopathy) and Group lib (patients with 
maculopathy). 

The Fundus examination of each patient besides routine 
direct ophthalmoscopy included indirect ophthalmoscopy, 
slit lamp bio-microscopy and fundus fluorescein 
angiography. Special emphasis was given to the presence 
of microaneurysms, cottonwool spots, hard exudates, dot 
and blot hemorrhages, lipid deposits, macular edema, 
presence of shunt vessels, neo-vascularization, subhyloid 
or frank vitreous hemorrhage, fibrovascular proliferation 
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RESULTS 

In Group I, 21 patients out of 50 (42%) subjects had 
diabetic maculopathy, an incidence of 420 per thousand 
while in Group II, diabetic maculopathy was observed in 
35 patients out of 50 (70%) subjects, an incidence of 700 
per thousand. 

In Group I, females (56%) were affected more 
frequently than males (44%) while in Group II, males 
(58%) were affected more frequently than females (42%). 

(TABLE 11 


TABLE — 1: Showing ago and Sex distribution of subjects in 
different Groups (Group I and Group II) 


Age Group 
in years 

Male 

Group 1 
Female 

Total 

Group II 
Male Female 

Total 

<30 

2 

1 

3 

7 

2 

9 

41-50 

11 

10 

21 

13 

9 

22 

51-75 

9 

17 

26 

9 

10 

19 

Total 

22 

28 

50 

29 

21 

50 


X*1 .df=1.527 

P.NS 


X 2 1.df=0 891 

P.NS 


A IS: Not-significant Statistically 

The age of the patients of non-proliferative diabetic 
retinopathy with maculopathy ( Group lb) ranged from 
College, Srinagar (Wani, Prof. Nasti. Ashai, Keng, Qureshi. 
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18-60 years with an average of 49 years while the patients 
of proliferative diabetic retinopathy with maculopathy 
(Group lib) had an average age of 47 years with a range 
from 16-65 years [TABLE 2] 

TABLE - 2: Showing age and sex distribution of subjects in diabetic 
maculopathy Groups (Group lb and Group lib) 


Age Group 
in years 

Male 

Group 1 b 

Female Total 

Group II b 
Male Female 

Total 

<30 

2 

2 

i 

2 

3 

31-50 

3 

5 8 

10 

6 

16 

> 51 

4 

7 11 

7 

9 

16 

Total 

9 

12 21 

18 

17 

35 
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different Groups 


Group 

No. of cam No. of cases 

controlled on on oral 

diat alona hypoglycemic 

agents 

No. of cases 
total on 
insulin 

Group / 

34(69%) 

16(32%) 

Group la 

18(62.06%) 

11(37.94%) 

Group lb 

16(76.19%) 

5123.81%) 

Group II 

21(42%) 

29(58%) 

Group lla 

5(33.33%) 

10(66.67%! 

Group lib 

16(45.71%) 18(54.29%) 

X 7 txff-6.826 " P Value <0.01 


** Significant at 1% lav a! of significance. 


Total 


50 

29 

21 

50 

15 

35 


In Group I, 62% had a duration of diabetes ranging 
between 6-15 years. The average duration of diabetes for 
this Group was 10.3 years [TABLE 3J. Patients who had 
associated maculopathy (Group lb) had an average duration 
of diabetes greater than seen in patients without 
maculopathy (Group la) [TABLE 4] 


TABLE - 3: Showing duration diabetes In Group / and II 


No. of 

Group / 


Group II 


years 

No. of subjects 

Percentage 

No. of subjects 

Percentage 

0 5 years 

11 

22 

2 

4 

6-15 years 

31 

62 

44 

88 

> 16 years 

8 

« JM 

16 

4 

8 


X* l.df-9.814 ” P value <.01 
* * Significant at 1% level of significance. 


TABLE - 4: Showing average duration diabetes in Sub-Groups 


Group 

No. ot Patients 

Average duration of 
diabetes in years 

Group la 

29 

9.5 

Group lb 

21 

14.4 

Group lla 

15 

8.6 

Group lib 

35 

12.2 


In Group II. 88% had a duration of diabetes ranging 
between 6-15 years. The average duration was 11.1 years 
[TABLE 3|. Patients of this Group with maculopathy 
(Group lib) had an average duration of diabetes greater 
than seen in subjects without maculopathv (Group I la) 
ITABLE4J 

In Group I, 68% were controlled on various oral 
hypoglycemic agents while 32% patients required insulin. 
In patients with maculopathy (Group lb) 76.19% were 
controlled on various oral hypoglycemic agents while 
23.81% patients required insulin. In Group II. 42% and 
58% of patients were controlled on oral hypoglycemic 
agents and insulin respectively. In patients with 
maculopathy (Group lib) the figures were 45.71% and 
54.29% respectively [TABLE 5|. 

TABLE - 5: Showing different forms of antidiabetic treatment in 


DISCUSSION 

Diabetic retinopathy may cause blindness in both the 
proliferative and background stages of the disease. In the 
latter, the visual impairment is caused by a direct 
involvement of the macular area, a condition to which the 
term maculopathy is often applied and is seen more 
frequently among older onset type II diabetes. 

Diabetic maculopathy in contrast to proliferative diabetic 
retinopathy is a silent killer as the macular changes being 
invariably bilateral and symmetrical lead to progressive 
deterioration of vision over a long period of time. The 
most important component of diabetic maculopathy is the 
edema of the macular area which varies from mild to severe 
often with a marked exudative component. The edema is 
its early stages is often reversible. On the other hand, 
when it is associated with micro and macrocystic changes 
the condition is often irreversible, although stabilization 
and lack of progression can take place in some instances 
with diabetic control and laser treatment. Visual loss due 
to diabetic maculopathy is 72% in blind and partially sighted 
diabetics '. 

In the present study 56 out of 100 (56%) patients were 
found to have diabetic maculopathy. This condition is 
seen in association with either non-proliferative or 
proliferative diabetic retinopathy. 42% of patients were 
found to have maculopathy associated with non¬ 
proliferative diabetic retinopathy and 70% of patients had 
maculopathy associated with proliferative diabetic 
retinopathy. 

Our findings suggest that diabetic maculopathy appears 
more frequently with proliferative than non-proliferative 
diabetic retinopathy. Aiello et al 2 (1982) in their study 
observed that maculopathy occurred at all stages of 
retinopathy. Bodansky et al 3 found 43% of cases having 
maculopathy in a study of 100 consecutive diabetic 
patients. Clark et al 1 (1994) reported an incidence of 
72% of diabetic maculopathy in his series. The incidence 
of macular edema in patients with mild to severe non¬ 
proliferative and moderate to high risk proliferative diabetic 
retinopathy was 81.6% in a scries reported by Nizan 
Kowska et al 4 (1995). Our results resemble the work of 
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Kleen R et al \ 1984 who reported an incidence of 38% of 
macular edema among eyes with moderate to severe non¬ 
proliferative diabetic retinopathy and 71% among eyes with 
proliferative diabetic retinopathy. 

Our findings regarding sex suggest that females were 
affected more frequently in Group I while males were 
affected more frequently than females in Group II. The 
overall male : female ratio in the two maculopathy Groups 
(Group lb and lib) was 27:29 showing a slight 
predominance of females in patients with diabetic 
maculopathy. However, statistically the difference between 
the two sexes was insignificant in all Groups. Our 
observations regarding age suggest that diabetic 
maculopathy occurs more frequently in older onset 
diabetics. Among the juvenile onset diabetics, proliferative 
diabetic retinopathy was seen more frequently. Statistically 
there was a significant difference (P<.001) in age among 
different Groups. 

The duratibn of diabetes is considered as the most 
important predictor for the development of diabetic 
retinopathy [El. Hifnawy et al 6 (1992), Ballard et al 
(1986)]. In our study we observed an average duration 
of diabetes of 10.3 years in patients with non-proliferative 
diabetic retinopathy (Group I) and 11.1 years in patients 
with proliferative diabetic retinopathy (Group II). Patients 
with associated maculopathy in both Groups (Group lb 
and lib) had an average duration of diabetes [14.4 and 
12.2 years respectively] greater than seen in patients 
without maculopathy [Group la and Ha, 9.5 and 8.6 years 
respectively]. These observations reflect an increasing 
risk of developing diabetic retinopathy, particularly 
proliferative diabetic retinopathy as well as diabetic 
maculopathy with increasing duration of diabetes. 
Statistically, there was a significant difference (P < 01) in 
the duration of diabetes among various Groups. Patz and 
Murphy* (1985), observed diabetic retinopathy in 50% of 
patients with duration of diabetes of 10 years, in 70% 
with duration of 15 years and in 95% of the patients with 
duration of 25 years. In Pima Indians, the incidence of 
proliferative diabetic retinopathy was strongly related to 
the duration of diabetes (Nelson et al 9 1989). 

Our observations regarding the type of diabetes and 
antidiabetic treatment suggest that non-proliferative diabetic 
retinopathy was seen more frequently in NIDDM patients 
(Group I), while proliferative diabetic retinopathy was seen 
more frequently in insulin users (Group II). There was a 
significant difference statistically (P < 01) among patients 
on oral hypoglycemic agents and insulin users. Grey et 
al 10 (1986), noticed a higher prevalence of both background 
and serious retinopathy in IDDM and NIDDM patients. 
Insulin users were a relatively high risk Group for the 
development of proliferative diabetic retinopathy in the 
older onset Group in WESDR" (1989). In the Pima 


Indians, proliferative diabetic retinopathy was associated 
with insulin therapy (Nelson et al 9 1989). Similar 
observations were made in South Africa. (Mouton et al 12 , 
1988). Our observations suggest that diabetic 
maculopathy was predominantly seen in non-insulin 
dependent type II diabetes mellitus [32 out of 56 subjects 
(57.14%)] than insulin dependent type I diabetes mellitus. 
[24 out of 56 subjects (43.85%)]. However, as an individual 
Group, maculopathy was seen more frequently in insulin 
users in Group lib i.e; patients with proliferative diabetic 
retinopathy. These observations can be explained on the 
fact that proliferative diabetic retinopathy was seen more 
frequently in insulin users in this study as already explained. 
Aiello et al 2 (1981), reported that maculopathy is much 
more common in older people with type II diabetes than 
in those with type I disease and as such is related to the 
age of the person affected. They also noted that when 
young persons with type I diabetes had maculopathy, they 
usually also had proliferative retinopathy. 

Diabetic maculopathy because of its varied clinical 
manifestations presents differently in different patients 
A good number of patients with early diabetic retinopathy 
arc usually asymptomatic. These are usually the cases 
who have diabetes of lesser duration and are probably 
having a reasonable control of diabetes. It is now generally 
agreed that fundus changes in a diabetic arc usually not 
clinically apparent before five years of systemic disease. 
This observation assumes special significance in relation 
to the development of diabetic maculopathy. With the 
development of edema, exudates, microaneury sms and 
hemorrhages in the macular area which is related to the 
duration of diabetes and improper diabetic control, the 
patient starts complaining of visual symptoms and 
dysfunction. 

Although depending upon the predominant clinical 
features, the maculopathy was subdivided into three clinical 
types; focal (exudative, fig. 1), diffuse (edematous, fig. 
2) and ischemic variety (fig. 3). There is often an overlap 
between each clinical entity. Many reports do not 
distinguish among the various forms of diabetic 
maculopathy, but only discuss the macular edema which 
is the first and dominant sign of maculopathy 13 . 

TABLE - 6: Showing different types of diabetic maculopathy 


Types of 

Group 1 b 

Group II b 



diabetic 





maculopathy 

No. of eye 

Percentage 

No. of eyes 

Percentage 

a) Focal 

20 

62.50 

13 

26 

b) Diffuse 

7 

21.87 

20 

40 

c) Ischemic 

5 

15.62 

17 

34 

Total 

32 

100 

50 

100 


X*2j](= 10.851 **P value <0.01 
" Significant at 1% level of significance 

In the present study, focal (exudative) maculopathy 
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Although diabetic maculopathy has been classed into 

different entities for the sake of natural course of each 

variety, [Siegclman” (1979), Wh.telock, Kearns Blach” 

(1979)] the clinical manifestation of the diabetic’ process 

was not confined to the macular area alone. Th 

maculopathy is invariably associated with other changes 

of either proliferative or proliferative diabetic retinooathv 
(Kohncr 16 1978). nopathy 


Fig 2 


Fie.. 3 

was the commonest clinical t>pe seen in Group lb 
(62 50%) while diffuse maculopathy (edematous) was the 
commonest type seen in Group lib (40%), Ischemic 
maculopathy was seen in 15.62% and 34% of eyes in the 
two Groups respectively and was more common in eves 
with proliferative diabetic retinopathy [P<0.01 (TABLE 

f»)j. 
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p EA ^EXPIRATORY FLOW RATES IN YOUNG KASHMIRI ADULTS 
through ELECTRONIC SPIROMETRY 


imtia z Rasool Qazi M.D.; Qazi Sayed M.D.; Mansoor Ahmed Laharwal M.D. ___ 

Abstract: Peak Expiratory Flow Rate was conducted on young healthy non-smoking permanent residents of Kashmir for 
both sexes. The subjects were mostly 17-30 years old. Ihe random sample from population constituted mostly students, 
attendants of patients and medical employees. Five readings were taken and the highest value among them was considered 
for the study. PEFR values for Kashmiri men were significantly higher than those in women. The values for both the 
sexes were higher for Indian norms as recorded till date and matched in both the sexes to the western norms ', while 
norms are below reference values for the western literature available. 

Key Words: Electronic Spirometer. Peak Expiratory Flow Rate, B.T.P.S., Regional variation. 
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Introduction: 

It is well documented in the literature that the wide 
range of geographical, climatic, anthropometric and socio¬ 
economic conditions of India are associated with regional 
differences in lung functions. 

Single breath pulmonary function tests are widely used 
in the modem computerized scientific age. Expiratory flow 
reaches a transient peak early in forced expiratory 
maneuver. Peak flow occurs during the high effort 
dependent portions of the expiratory maneuver and 
decreased values can result from even slightly submaximal 
effort rather than from airway obstruction. Nevertheless, 
the ease of measuring peak flow with an inexpensive small 
portable device has made it a popular means of following 
the pattern of airflow obstruction on an ambulatory basis, 
as in patients suspected of having occupational disorders 
and in those who seem insensitive to the severity of 
bronchospasm, PEFR plays an important role as it is largely 
a function of large airways. It is also effected by expulsion 
of air from compressed central airways. For these reasons, 
peak flow is abnormally decreased only in moderate to 
severe airway obstruction. 

However, different studies have yielded different sets 
of regression equations 2 as predictors of PEFR for the 
populations, they have studied with the aim of obtaining 
data so that they could be used as references. 

Since multiple ethnic population with different regional 
parameters like free air pollution, body size, chest 
circumference and altitude giving norms in India 3 , needed 
this study to be conducted as quite less work has been 
reported from northern India with modem computerized 
equipment. The present study reports the results of PEFR 


in a group of healthy young non-smoking Kashmiri young 
adult population. 

Material and Methods: 

212 healthy non-smoking young adults from Kashmir 
valley (altitude 5000 ft.) of both sexes, males (126) and 
females (86) in the age group of 17-30 yrs were included 
in this study after taking a detailed history and thorough 
examination fulfilling the criteria laid down by A T S 
(1991 ) 4 . The procedure was demonstrated by a skilled 
person to subjects before recording, which was done same 
time every day from May to June as there is circadian 
rhythm where for PEFR the peak to trough amplitude is in 
order of 8%. (A.T.S) (1991) 4 . 

The subjects were motivated during the maneuver, 
which was done using MEDISPIROR-ELECTRONIC 
SPIROMETER in standing position. The electro¬ 
mechanical pneumatach was put inside the mouth after 
sterilizing it’s mouthpiece. The procedure was recorded 
for 10 seconds. The flow and volume output of PEFR 
maneuver accepted for the study was confirmed by Flow 
Vol. plot (graph) and Vol./Time plot (graph) in accordance 
with above recommendation. 

The Spirogram, where subject exhibited maximum 
efforts with highest values on Vol./Time plot were taken 
for study. The printed values and graphs were instantly 
produced and corrected to B.T.P.S by electronic apparatus 
itself. 

Results: 

The physical characteristics of various parameters in 
the study are given below alongwith PEFR values. 
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1 AGE Msan Malss 20.9 yrs S.D ±1.25 

Females 20.45 S.D ± 1.001 

2. HEIGHT Mean Males 172.24 cms. S.D ± 6.537 

Females 159.42 cms. S.D ± 5.292 

3. CHEST/EXPANSION Mean Males Inspiration 90.952cms. 

S.D.t 7.096 
Expiration 83.055 
cms.S.D. ±6.875 

Females Inspiration 87.09cms. 
S.D.± 6.3996 
Expiration 80.54 
cms.S.D. ±7.103 

4 PEFR Mean Males 9.62195 S.D. ± 1.7435 

Females 6.78361 S.D. ± 1.32482 

Discussion: 

Pulmonary function tests are important in the present 
scenario of computer age in clinical medicine and the values 
are influenced by race, age, sex, height and weight, altitude, 
temperature and lately air pollution, passive smoking, 
automobile exhaustion, false values for legal battles over 
fitness, not to speak of technical experience and instrument 
standardization. Expiratory flow rates have lately gained 
considerable importance as they have been found to help 
detect airway obstruction in different segments of broncho¬ 
pulmonary tree. It is an indication of status of more distant 
airways as they are dependant on voluntary effort and are 
reproducible. The airways less than 2 mm in diameter are 
the sites were obstruction processes first begin and which 
are not picked up by conventional spirometric tests 
(Macklen 1971 A. D.) 5 . 

In the present study the values of PEFR in case of 
both males as well females showed a downward trend 
with respect to age and sex and a positive relationship 
w ith respect to height. These values match most of the 
western literature closely. From the Indian literature 
available, Mahajan 6 (1997 A.D.)in his study showed higher 
values of 6.3 lit. in comparison to slightly lower values of 
5.3 lit. from another study by Gupta (1975 A.D.) 7 .The 

study were, however, closer to those shown 
by Peter (1967) 8 in his study. Even James. K. Stroller (1993 
A.D) 9 in a study carried out by him showed a value of 
8.84 lit., which is also lower than that of our’s. Till now 
in India Pratecb K.Mehrotra (1997) in a study in Lucknow 
showed values of 6.9±1.8.1it. 

The reason for getting higher values in the present study, 
could be attributed to the fact that Kashmir is at a higher 
altitude. Altitudes higher than 1500 m do appear to cause 
measurable changes in lung volumes and flow rates which 
may be affected by changes in air density as FEV are 
slightly increased s because of decrease in air density. Also 
those residing probably have large lung volumes than do 
at low altitude as because of hypoxia the accessory muscles 
of respiration are far more developed, this difference in 
muscle effectiveness with lung-volume may reflect 
difference in length-tension/or geometric mechanical 
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advantage between the rib cage and diaphragm f ur ZT 
the size of lung may also be effected by increase in physical 
activity of high-landers thus effecting the flow rates and 
lastly due to anthropometric ratios the high- landers have 
a high chest to leg ratio thereby increasing the vertical size 
of the chest hence the volumes.(A.T.S. 1994).'° At hieh 
altitude detrimental effect is hypoxia. (Woolcock 1972) 
and also of better sanitary condition and less population 
congestion with modem instruments 14 here as compared 
to rest of India where there is poor sanitary conditions 
population over-growth and repeated infections, deficiency 
diseases that effect the lung growth physiology. The higher 
values, and clinical importance of this place due to the 
higher prevalence of COPD especially the asthmatics, 
makes a need for a broader study necessary in this part of 
India as most of the expert panel reports in western 
countries heavily depend on informed use of peak flow 
meters for the proper patient care. 14 
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rrr^UENCE OF CIPROFLOXACIN ON PHAGOCYTIC 
capacity AGAINST STAPHILOCOCCUS AUREUS 
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Abstract: Ciprofloxacin - is an antimicrobial agent from the class of systemic fluoroquinolones is active against gram¬ 
negative bacteria and, from among gram-positive bacteria, it is active especially against staphylococci. The studies 
were undertaken on staphylococci species showing positive characteristics like coagulase, fibrinolysin, haemolysin and 
concluded that ciprofloxacin is an antistaphy/ococcal agent which both inhibits the bacterial DNA and has a nonspecific 

imm unostimulant effect. 

Key words: ciprofloxacin, gram-positive bacteria, coagulase. fibrinolysin. haemolysin 
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Introduction 

Ciprofloxacin is an antimicrobial bactericidal agent of 
the class of systemic fluoroquinolones. Its chemical 
structure and mechanism of action are shown in fig. 1. 
The data reported in the specialized literature 


O 



Fig. 1. Correlation between ciprofloxacin chemical 
structure and its action (Chu DTW. Fernandes PB. 1989; 

Domagala J. M.. 1994)'- 2 

demonstrates that fluoroquinolones inhibit the activity of 
DNA gyrase, an enzyme that takes part in DNA 
transcription and replication. Tlius, it inhibits both DNA 
synthesis and protein synthesis. The bactericidal activity 
of fluoroqinolones depends only to a very small extent on 
dosage’ and their selective action is due to their interaction 
with the similar enzymes in the eukariote cells at 
concentrations 100- 1000 times higher than the therapeutic 
concentrations 4 5 

The literature reports ciprofloxacin to be active against 
gram negative bacteria: Escherichia, Klebsiella, 
Enterobacter, Citrobacter, Edwardsiella, Salmonella, 
Shigella, Proteus, Providencia, Morganella, Serratia, 


Yersinia, Pseudomonas, Acinetobacter, Neisseria, 
Haemophilus, Campilobacter, Aeromonas, Vibrio, Brucella, 
Pasteurella, Legionella, and from among gram - positive 
bacteria, it is active especially against staphylococci 6 - 7 

Some studies have shown that intraperitoneal therapy 
of peritonitis with ciprofloxacin through ambulatory 
continuing peritoneal dialysis is 75 — 80 % effective, more 
effective than the oral therapy with the same drug ,K 

The mechanism of ciprofloxacin action is not fully 
known yet, but the studies have indicated that the inhibition 
of DNA gyrase is not the only mechanism in action’- 
This paper investigates whether ciprofloxacin has a 
nonspecific immunostimulant effect besides the inhibitory 
effect of the bacterial DNA synthesis or not. For this 
purpose, we studied the influence of ciprofloxacin on the 
phagocytic activity of mice leucocytes in vivo and in vitro. 

Material and Methods 

The studies were made on staphylococci species 
showing positive pathological characteristics: coagulase. 
fibrinolysin, haemolysin. The investigation was carried out 
on 24 hours staphylococci cultures, on blood-agar 
emulsified in saline solution, with a concentration of 2 
million germs/nun’ according to the nephelometric scale 
As bactericidal agent we used Ciprinol in 10 ml vials with 
a concentration of 100 mg / 10 ml. The dose was 0.5 ml 
(5 mg) according to the instructions recommended in the 
literature 7 8,9 

I. The phagocytic parameters, Phagocytarv Power (Ph 

P) and Opsono - Cytophagyc Index (O C I) were 
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0. 

• Intraperitoneal inoculation of sterile medium 

Taking peritoneal leucocytar sample every 3 hours 
(0.5 ml) 

• Setting it in contact with the microbial suspension 
(5 ml) 

• Addition of ciprofloxacin (5 mg) 

Smearing, smears coloured in methylene blue. 

II. For the in vivo study of the phagocytic parameters 10 

batches of ten subjects each were used with the classical 

method. 

Batch 0 - inoculation of sterile medium, followed 
by the inoculation of the microbial suspension after 
3 hours 

Batch 1 - the steps for batch 0 followed by the 
inoculation of the culture and the inoculation of 
ciprofloxacin after one hour 

Batch 2 - the steps for batch 0 followed by the 
concomitant inoculation of the culture and of 
ciprofloxacin 

HI The postantibiotic effect was also studied by analyzing 
the macrophage response in vivo 12 and 24 hours after 
administration. This parameter was also studied by 
comparing batch 0 • (without administering 
ciprofloxacin) with the batches to which the antibiotic 
had been administered. 

Results 

The in vivo analysis of the media of phagocytic 
parameters, studied dynamically, led to the results 
shown in table I and graphs 1 and 2. 


Table /. The in vivo analysis of the media of phagocitic 

parameters 


8atch 0 
Ciprofloxacin 


% hour 

Ph P 0 C I 

10 % 1 

25% 1.8 



1 hour 


2 hours 


3 hours 

Ph P 

0 C1 Ph P 

OC 

1 Ph P 

0CI 

14% 

2 

18% 

2.5 

22% 

2.8 

30% 

2.8 

40% 

3 8 

50% 

4.5 


II. The phagocytic response in vivo, presented 
diagrammatically, is shown in table II and graphs 3 
and 4. 


Table //. The phagocytic response in vivo 

1 hour 


% hour 

Ph P 0 C I 

eatch 0 20 % 2 

Batch 1 30% 2.3 

Batch 2 31% 2 3 


Ph P 

0CI 

PhP 

30% 

2.8 

40% 

38% 

3 

42% 

40% 

3 

42% 


2 houri 3 hours 


0CI 

PhP 

0CI 

3.5 

45% 

4 

3.6 

56% 

5.3 

3.8 

65% 

5.5 


III. The in vivo macrophage response studied at 12 and 



QB*h1 
■ apdkxnne 


Graph 1 . Comparative evolution of Ph P in vitro 



Graph 2. In vitro O C I evolution 

24 hours has yielded the results exposed in table III 
and graphs 5 and 6 in details. 



Table III. The in vivo macrophage response studied at 12 and 

24 hours 

12 hours 24 hours 

Ph P 0 C I Ph P o C I 
Batc h 0 30% 3.1 41% 3.8 

Ciprofloxacin 60% 5 70% 6 


Graph 3. In vitro Ph P evolution 
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Graph 4. In vivo O C I evolution 


VoL 10 No. 4, October - December 2003 

282 







Q Batch 0 
■ aprofloxadne 


Graph 5. Late evolution of Ph P in vivo 



□ Batch 0 
0 Opr ofloxacin* 


Graph 6. Late evolution of O C I in vivo 


Conclusions 

♦ The analysis of the results enables us to conclude that 
ciprofloxacin is an antistaphylococcal agent, which both 
inhibits the bacterial DNA and has nonspecific 
immunostimulant effect due to the increase of 
phagocytic activity of the macrophage and of the 
neutrophils. 

♦ The phagocytic activity persists intensely even at 12 - 
24 hours after administration, although the turnover of 
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Ciprinol is 3 - 4 hours; 66% of the antibiotic being 
eliminated through urine and 15% through faeces. 

♦ The autopsy of the test animals after 7 days from the 
experiment demonstrated that the intrapcritoneal 
administration of ciprofloxacin is not irritating and docs 
not cause adherences. 
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ANTERO-POSTERIOR MEASUREMENT OF LUMBER SPINA? 
CANAL ON MIDSAGITTAL MRI IN KASHMIRI ADULTS 
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1nn7 C ‘i Norm ° l ™ lu / s/ °' A , P of lumbar spinal canal have been determined on midsagittal MRJ 

WO Kashmin athilts. A careful study of spinal canal combined Mth prudent use of normal values shouldallot,ZTnosis 
of lumber canal stenosis to be made with a high level of confidence. “'“gnosis 
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Introduction 

Low backache is a common clinical problem. The 
etiology in many of these patients is narrowing of the 
lumbar canal. The incidence and implications of lumbar 
canal stenosis are ganing increasing attention. The values 
of the normal interpedicular and midsagittal diameters are 
different at the various levels of the lumbar spinal canal in 
individuals of the same race and differ at identical levels in 
individuals of various races. Alterations in the linear 
dimensions may be deduced from careful inspection of 
plain radiographs. A number of authors have discussed 
methods of measuring the spinal canal* >2. j n the present 
study, an attempt has been made to establish the range of 
antero-posterior dimensions of lumber canal in Kashmiri 
adult population on midsagittal MRJ scans. 

Materials and Methods 

Hundred young adults (44 males & 56 females) referred 
to Department of Radiodiagnosis for MRI scan of lumbar 
spine were included in the study. Patients with history' of 
intermittent claudication were excluded from the study. 
The age of the patients ranged from 26-40 years. MRJ of' 
lumber spine was performed on 1.5 Tesla scanner with 
the patient in supine position. The midsagittal image was 
magnified and antero-posterior dimensions of spinal canal 
was measured at each level with the help of electronic 
calipers The AP diameter was taken as the shortest midlinc 
perpendicular distance from posterior margin of vertebral 
body to inner margin of neural arch. In order to reduce 
error due to human element, measurement at each level 
was made twice and average was obtained. From these 
measurements, Mean deviation. Standard deviation and 
Tolerance limits were calculated for both the sexes 
combined. Results arc summarized in Table 1. The 


tolerance limits are those within which the central 90% of 
normall population might be expected to fall. From the 
table, it can be seen that the sagittal diameter at L 1 is 

largest and sagittal diameter at L 5 slightly larger than at L 
4 level. 

Table 1: Mean deviations (MD), Standard deviations (SD) and 
90% Tolerance limits for sagittal diameter of lumbar vertebrae 




on MRI 



Vertebra 

MD 

SD 

90% Tolerance 

L 1 



Min 

Max 

16.5 

1.7 

13.1 

19.9 

L 2 

16.2 

1.5 

13.2 

19.2 

L 3 

16.2 

1.4 

13.4 

19.0 

L 4 

16.0 

1.4 

13.2 

18.8 

L 5 

16.1 

1.5 

13.1 

19.1 


Discussion: 

The importance of the radiographic measurement of 
the spinal canal was first emphasized in 1934 by Elsberg 
& Dyke^ who established the normal range of 
interpediculate distance in the thoracic and lumbar spine 
and applied this to the diagnosis of intra-spinal tumors. 
These early works concerning the large spinal canal 
stimulated interest in'the small canal. Though Sarpyener^ 
is credited with first recoognizing the clinical importance 
of lumbar canal stenosis, Vcrbiest 7 was first to assess 
stenosis quantitatively. He classified stenosis as relative 
when the sagittal diameter is 12 mm and absolute when 
the diameter is 10mm or less**. 

However, the value of the lowest normal Interpedicular 
and midsagittal diameters is different in the various levels 
of the lumbar vertebral canal of individuals of the same 
race and differ at identical levels in individuals of various 
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races Poostacchini petal in a morphometric study of 121 
skeletons (63 Italians and 58 Indians) found that the mean 
AP diameter to be significantly greater in Italian skeletoons. 
Hinck et al* measured the AP diameter of the spinal canal 
on plain radiographs in western population. The mean AP 
diameter in his study of 49 adults was 21.8 mm at L 1, 
21.7 mm at L 2, 21.5 mm at L 3, 21:6 mm at L 4, and 
21.4 mm corresponding levels in our study. 
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ABSTRACt: Venous thromboembolic disease (VTE). including deep vein thrombosis and pulmonary embolism is „ , 

uncommon during pregnancy. Many clinical features of VTE viz. leg swelling, increased respiratory rale etc IT 

common during normal pregnancy, a high degree of suspicion needs to be maintained for diagnosis of pulmonZ 

embolism (PE). Furthermore, anticoagulants and systemic thrombolytic agents used for the treatment of pulmonary embohl 
have their own limitations. * woousm 

He report a case of massive pulmonary embolism, during twenty eighth week of pregnancy, sucessfully treated with 
systemic thrombolysis. 


Key' Words: Pregnancy. Pulmonary Embolism, Thrombolysis 
JK-Practitioner 2003;10(4): 286-288 
INTRODUCTION 

Normal pregnancy being a physiological 
hypcrcoagulable state predisposes pregnant females to deep 
venous thrombosis (DVT). In addition, pregnancy can 
unmask an underlying hyprecoagulable state viz.. Factor 
V Leiden mutation or antiphospholipid antibody syndrome 
(APLAS). 

DVT carries a significant risk of pulmonary embolism 
which can have catastrophic consequences for mother 
and foetus. Diagnostic tests (venous doppler, echo, spiral 
CT. ventilation perfusion scan (V/Q scan) and pulmonary 
arteriography) need to be carefully chosen and dictated 
by the clinical situation, availability of tests and expertise. 

Case report 

A 28 yrs old female para 2. gravida 1 presented in 8th 
month of pregnancy w ith history of right sided chest pain, 
shortness of breath and postural syncope. The symptoms 
were of two days duration. Past history revealed one 
abortion. On examination she was tachypnoeic with 
oxygen saturation of 86% on room air; Pulse rate was 140 
bcats/mt and right upper limb blood pressure was 80/40 
mmHg Her jugular venous pressure was elevated with 
prominent v waves. Cardiovascular examination revealed 
clinical signs of pulmonary arterial hypertension with 
tricuspid regurgitation and right ventricular S3 gallop. Chest 
examination revealed signs of a small pleural effusion on 
right side. Pulmonary embolism was suspected as there 
was no obvious reason for her clinical picture. Twelve 


lead electrocardiogram(ECG) (Figure 1), taken at 
admission, revealed sinus tachycardia, S 1 Q3T3 patten, 
ST elevation in leads VI and AVR. Plasma D-dimer levels 
were lOOOngms/ml (normal levels upto 500 ngms/ml). 
Echocardiography revealed dilated right atrium, right 
ventricle and main pu-lmonary artery. Interatrial and 
interventricular septae were intact and pushed to left. There 
was paradoxical motion of the interventricular septum. 
Doppler interrogation revealed moderate tricuspid 
regurgitation with expected pulmonary arterial systolic 
pressure of 50mmHg (Fig. 2). Pulmonary perfusion scan 
(Fig.3) revealed perfusion defects involving most of right 
lung and multiple segments of left lung, findings consistent 
with massive pulmonary embolism (PE). 

She was treated with intravenous tissue plasminogen 
activator (tpA) 100 mgs given over 90 minutes. She also 
received intravenous heparin (bolus and infusion). 
Immediately after thrombolysis patient had a dramatic 
clinical improvement. Her blood pressure improved to 110/ 
80 mmHg, right ventricular gallop disappeared and oxygen 
saturation on room air improved to 96%. No untoward 
effects were noted and she made a good clinical recovery. 
In her subsequent ECGs and echocardiographic studies 
the signs of right ventricular strain showed complete 
resolution. 

Her ESR, CRP, protein C, protein S, antithrombin III 
and activated protein C levels (done before starting heparin) 
were normal. Other investigations including complement, 
ANA, C-ANCA and p-ANCA were also normal. Her 
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ant jphosph°lipid antibody levels (IgG) were moderately 
elevated. Peripheral vascular Doppler study did not reveal 
any DVT. 

Discussion 

Normal pregnancy is a physiological hypercoagulable state 
characterized by increased levels of vitamin K - dependent 
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F/g. 7: Electrocardiogram showing sinus tachycardia, right axis 
deviation SI Q3 T3 pattern and ST segment elevation in leads IT AIK 


clotting factors, factor VIII and Vonwillebrand's factor. 
Additionally fibrinolytic activity is depressed. This 
hypercoagulable state coupled with venous stasis resulting 
from gravid uterus increases the risk of venous thrombosis. 

DVT is reported to complicate 0.21% of pregnancies 
and nearly half of them present in the second trimester of 
pregnancy. In 82% one or both lower limbs are involved. 
Pulmonary embolism occurs once in seven hundred and 
fifty pregnancies. Antenatal deep venous thousand 
embolism (DVT) tends to be left sided and involves the 
ileofemoral system (1,2,3). 

Pregnancy can unmask antiphospholipid antiody 
syndrome(APLAS). The latter is characterized by 
antibodies directed against various phospholipid containing 
proteins like glycoprotein lib, Annexin V, protein C and 
protein S. In addition they may induce expression of 
various adhesion molecules like E-selection, VCAM-1 and 
ICAM-I. This promotes monocyte adhesion to endothelial 
cells precipitating vascular thrombosis(4-6). APLAS may 
account for 15-20% of all episodes of DVT, one third of 
all episodes of stroke in patients less than 50 yrs of age 
and 5-15% of females with recurrent foetal loss(4). 
Antiphospholipid antibodies can be detected with clotting 
assays (lupus anticoagulant) or immunoassays 
(anticardiolipin antibodies). 

Electrocardiogram is done to rule out myocardial 
infarction and to identify a large pulmonary embolism. 


Ig Echo Doppler study revealing dilated right atrium (RA). right 
ventricle (Rf) and inter atrial septum pushed to left. Colour flow 
mapping (CFKt) revealing moderate tricuspid regurgitation 
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Plasma D-dimer levels are important for screening. In some 
centres after clinial suspicion of PTE, plasma D-dimer levels 
and CXR are routinely obtained. In case both these tests 

are negative, the diagnosis of PTE is considered excluded 
at that point of time( 17). 

While as echo is insensitive for diagnosis of PTE, it is 
an important tool for triage. It has been recently shown 
that the subgroup of PTE patients with a positive echo 
study viz (RV dilatation, IVC plethora, RV free wall 
h> pokinesia with apical sparing, tricuspid regurgitation with 
pulmonary arterial hypertension) had a mortality of around 
8%, despite normal systemic blood pressure(20). 

Exposure to radiation even after completion of 
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organogenesis may cause growth retardation, CNS 
abnormalities or even childhood cancers. However less than 
5 rads exposure during pregnancy is reassuringly safe(9). 
Pulmonary scintigraphy is associated with a fetal exposure 
of less than 0.05 rads. 

DVT or small PTE may be treated with systemic 
anticoagulation with unfractionated or low mol. weight 
heparin(lO). Massive or submassive PE(I1) is a medical 
emergency and therapeutic options should be cautiously 
individualized. 1 n absence of contraindications systemic or 
catheter directed thrombolysis should be attempted. In case 
of contraindication, surgical thrombectomy is an option. 

Pulmonary embolism poses a therapeutic challenge in 
pregnant patients because of possible risk of bleeding and 
fetal damage due to thrombolytic therapy( 12-20). 
Furthermore, Monitoring heparin efficacy in pregnancy can 
be problematic especially high doses of heparin are required. 
It has been recommended that in patients with such a 
situation plasma anti Xa levels be monitored. Additionally 
anti Xa level assay have been found to be useful forjudging 
efficacy of LMWH and in patients w ith APLAS who require 
unfractionated heparin or LMWH(8). In cases with 
recurrent PTE, IVC Filters are recommended. Anti¬ 
coagulants are continued despite the device in place(21). 
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CASE REPORT 

c ong en,tal bilateral brachymetatarsia 
lengthening by distraction osteogenesis 


Altaf Ahmad Kawoosa MS; G. R. Mir FRCS (Edin) FRCS (Orth) MCh Orth. (Liver Pool) __ 

ABSTRACT: Brachymetatarsia is not an uncommon condition. Lengthening by distraction osteogenesis is described in 
a 26 -year old girl with congenital bilateral Brachymetatarsia. Lengthening was performed using UMEX distractor and 
the desired length was achieved in both metatarsals at an average healing index of 1.2 months /cm. Pin tract infection 
was the only problem encountered during the process of lengthening. Distraction osteogenesis is an effective method of 

correction of brachymetatarsia. 

Key words: Brachymetatarsia, Ilizarov technique, distraction osteogenesis 
JK-PractUioner 2003;10(4): 289-291 


Introduction and Review of Literature 

Brachymetatarsia is not an uncommon deformity 
resulting from premature closure of epiphyseal plate.4"' 
metatarsal is commonly involved and the bilateral 
occurrence has been reported to be 72%‘. An incidence 
of 1 in 1,820 and 1 in 4,586 with a male to female ratio of 
4: 98 1 has been reported in the literature 1 . Brachymetatarsia 
may be associated with a number of systemic conditions 2 . 
Clinically short metatarsal results in corresponding 
shortening of the digit and a floating toe. There is excessive 
load on other metatarsals, which may result in the formation 
of painful plantar hyperkeratotic lesions. Patients are 
concerned primarily about the appearance of their feet and 
may also present with difficulty in walking and problems 
with shoe ware. Most of the patients seek treatment for 
cosmetic reasons. 

In 1969 McGlamry and Cooper 3 were the First to report 
surgical correction with autogenous bone graft from 
calcaneus. Since then various techniques of single stage 
osteotomy and bone grafting have been reported with 
satisfactory results 4, s . Later modifications differ in the 
source of bone graft like the use of navicular 6 or use of 
proximal phalyngeal heads 7 . Urano and Kobayashi 1 used 
interposition of spindle shaped graft in between 
metatarsophalyngeal joint, however compromising the joint 
function. Procedures combining lengthening of short 
metatarsal by allogenic bone graft and shortening of other 
metatarsals has also been described 8 Mah and colleagues 
reported use of Calnan Nicolle implant in the 
metatarsophalyngeal joint as a spacer 9 . The disadvantages 
of implant rejection and aseptic necrosis limit its use in 
young patients Techniques involving slide lengthening of 


metatarsals have also been reported in the literature 10 . After 
the introduction of principles of distraction osteogenesis 
by G A Ilizarov, lengthening by gradual distraction without 
bone grafting gained much importance 11 . The technique 
provides the advantages of simplicity of technique and 
simultaneous and gradual lengthening of soft tissues 
without damage to neuro vascular tissues. Wc present a 
case of bilateral metatarsal lengthening by distraction 
osteogenesis with an excellent result. 

Case report 

A 26 years old girl presented to us with bilateral- 
congenital short 4 th metatarsals. Patient felt concerned 
because of the ugly appearance of her feet. Examination 
of the feet revealed short 4°' toe on cither side, overriding 
the adjacent toes. There were no callosities. Radiography 
revealed bilaterally symmetrical shortness of 4 U> metatarsals 
on either side measuring 3 cms. One foot was operated at 
a time starting with the left foot. Surgery was under taken 
under regional block and tourniquet control using UMEX 
distracter. The metatarsal was approached through a dorsal 
one cm incision. The extensor tendon was retracted to 
one side and a low energy osteotomy performed towards 
the base of the metatarsal. This was followed by fixation 
of one threaded pin, each in the proximal and the distal 
fragment and their incorporation in the distracter. Patient 
was discharged next day after teaching distraction and 
pin care. Distraction was started on the 7 th day at the rate 
of 1/4“* of nut turn three times a day. Distraction rate was 
adjusted according to the appearance of regenerate on X 
- rays and was continued till the desired length was 
achieved. During the lengthening and consolidation period 
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Legends 

Fig 1 Prc operative photograph showing bilateral 4* toe shortening 

Fig-2 X Ray showing bilateral 4* metatarsal shortening. 

Fig 3 Postoperative photograph showing distracter applied on left foot. 

Fig 4 Postoperative photograph showing distracter applied on right foot. 
Fi& 5 Photograph showing length equalized. 

Fig. 6 X ray showing new bone formation. 

Fig 7 Photograph showing final result. 
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the patient was allowed to walk on the heel on the operated 
side. The distracter was removed when corticomedullary 
differentiation was found on the X rays. The other foot 
w as similarly treated after a gap of 3 months. Both toes 
W ere symmetrically lengthened and the average length 
gained on either side was 3cms.Both metatarsals healed 
with an average healing index of 1.2 months/cm. There 
were no major complications during the whole process of 
lengthening. Mild pain during the lengthening phase was 
the only problem encountered. Patient was satisfied with 
the final result and the improved appearance of her feet. 


Discussion 

The use of distraction osteogenesis for metatarsal 
lengthening was safe and very effective in our patient. 
Except for a mild pin tract infection, there was no major 
complication. In contrast to the Orthofix mini fixator, we 
used only two small diameter pins in the UMEX mini fixator 
to prevent scar formation and thus achieve better cosmesis 
after surgery. We did not come across any loss of fixation 
or any angulation deformity during lengthening. The 
assembly became more stable after distraction was started. 

Techniques using lengthening by acute distraction and 
the use of bone graft have a number of disadvantages 
notably potential neuro vascular compromise, non-union, 
pseudoarfhbsis, the limited amount of length that can be 
achieved and the donor site morbidity 12 . Preset^ day 
methods of metatarsal lengthening which have been shown 
to provide good results include the techniques of single 
stage lengthening using gradual intra operative distraction 
with bone grafting and gradual distraction by callotasis. 
Goo Hyun Back et al 13 , using gradual distraction intra 
operatively over 20 to 30 minutes to prevent neuro vascular 
damage and the use of K wires to prevent 
metatarsophalyngeal joint subluxation presented good 
results in their series of 34 metatarsal lengthening. The 
average length of 14 mm gained, however is lesser than 
reported in the series using callotasis 14 . In Ho Choi et al, 
comparing the results of 15 one stage lengthening and 
bone grafting with 9 metatarsal lengthening by callotasis 
found no major differences in terms of length gain, 
percentage increase in length and complications but found 
earlier consolidation in the one stage lengthening group 
than in the callotasis group 14 . They however concluded 
that callotasis should be preferred in patients requiring 
larger and multiple lengthening. There are many reports 
ofmetatarso phalyngeal subluxation with larger lengthening 
using callotasis. Masada in his series concluded that 
lengthening by callotasis should not exceed 40% of the 
original length of the metatarsal 15 . Subluxation was found 
in two patients in Takao’s series that required lengthening 
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greater than 40 % of the original length of the metatarsal 16 . 
We achieved an average lengthening of 30 mm without 
any subluxation, non-union or vascular compromise. We 
feel that achievement of larger length and lack of donor 
site morbidity by callotasis could over weigh the 
disadvantages of delayed consolidation. Further more, 
distraction can be stopped or even reversed if 
metatarsophalyngeal joint dislocation is suspected. 
However more reports of larger lengthening achieved by 
callotasis without metatarsophalyngeal dislocations are 
required to substantiate this view. 
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ACUTE POSTERIOR MULTIFOCAL PLACOID PIGMENT 
EPITHELIOPATHY 


Tang Qurcsln M S ; Ghulam Rasool MS; Hans Raj Sharma MS; Salima Par MS _ 

ABSTRACT The clinical ami fluorescein angiographic findings are described in a young female patient showing 
bilateral acute loss of vision secondary to multifocal.yellow- white.placoid lesions at the level of the pigment epithelium 
Rapid resolution of these lesions and significant improvement in visual acuity without any treatment. The visual disturbance 
occurred after a flu-like illness. 

Key Words : APMPPE. Retinal Pigment epithelium. 
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INTRODUCTION 

Acute posterior multifocal placoid pigment 
epitheliopathy (APMPPE) originally defined by Gass in 
1968 , is characterized bv the acute onset of bilateral 
multifocal, yellow-white placoid lesions of the posterior 
pole at the level of the retinal pigment epithelium. 
These resolve spontaneously leaving extensive 
derangement of the pigment epithelium but minimal 
alteration of the choroid or retina. When located in the 
macular area, the lesions cause a rapid reduction of 
visual acuity Visual acuity spontaneously improves in 
most cases over several weeks and improvement may 
continue even months after visible inflammatory activity 
has ceased. 

In the acute stage, the fluorescein angiographic 
appearance of the condition is characterized by placoid 
lesions blocking transmission of the choroidal 
fluorescence in the initial phase of the angiogram, 
which are gradually stained and fluoresce faintly in 
the late phase. Older lesions in various stages of 
resolution represent residual defects in the pigment 
epithelium and appear as transmission or window - 
type defects without late staining or leakage of dye. 
No etiological factor could be found despite extensive 
general physical examination and blood studies Most often 
.there is history of viral fever prior to the onset of visual 
disturbance 

CASE REPORT 

A 21 year old female complained of a three - day 
history of decreased vision in both eyes. She also gave 
a history of flu - like illness consisting of low-grade 


fever, headache, generalized 1 malaise, muscle - aches 
and mild cough two weeks prior to the onset of visual 
disturbance. These symptoms lasted about 7 days. 

Examination revealed a best corrected visual acuity 
of 6/36 in both eyes. External examination, pupillary 
response, and motility were normal. Slit - lamp 
examination was also normal in both eyes. 



Ophthalmoscopic examination showed multiple, small, 
yellow-white placoid subretinal lesions with fuzzy 
margins scattered throughout the posterior pole. The 
disks were hvperaemic with well defined margins. 

Fluorescein angiography revealed early blockage of 
the choroidal pattern with late staining. 

Laboratory investigations including chest 
roentgenogram, complete blood cell count (CBC), ESR, 
urine, blood culture, blood sugar test, tuberculin test and 
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serological examination were all unrewarding. 

A diagnosis of APMPPE was made, and no therapy 
was prescribed.When examined four weeks later, her 
vision was 6/9 bilaterally and most of the placoid 
lesions had disappeared. Mottling of the macular pigment 
was still evident. 


but a grossly disturbed pigment epithelium. So, 
once the diagnosis is made, the patient can be 
informed, even in the acute stage of near blindness, 
of the relatively benign prognosis. 
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ABSTRACT: A case of Bloch Sulzberger syndrome with involvement of CNS and eyes is described here in view nfiT 
rarity. °J ,ts 
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INTRODUCTION 

Incontinentia Pigmenti. also known as Bloch-Sulzbcrgcr 
syndrome, is a hereditary disease transmitted as an X-linked 
dominant trail " J| . The disorder is thought to be lethal in 
affected males, a few surviving males believed to represent 
a spontaneous mutation consistent with the half chromatid 
model |:| . Thus more than 95% of the reported cases of 
this disorder in the world literature have been females. The 
characteristic features of this disorder include linear, splash 
like skin lesions of different types with variable involvement 
of the eyes. CNS and skeletal systems |,A4) . The skin lesions 
usually start at the time of birth or within the first few 
weeks of life and arc vesicular to start with, arranged in a 
linear whorled or splash like pattern. Veruccous or lichenoid 
lesions usually follow these lesions in the second stage 
that occurs around the age of four to eight weeks. This 
second stage is seen in only one-third of patients and the 
sites involved are those affected by the initial vesicular lesions 
especially the dorsa of hands and feet affect those. In the 
third and final stage of cutaneous involvement gray or 
brown hyperpigmented streaks, whorls or even stellate 
macules are seen and these may involve sites not previously 
affected by the vesicular or lichenoid eruption |, MI . 
Sometimes the pigmented lesions can be seen at the time 
of birth only suggesting an earlier intrauterine vesicular or 
inflammatory phase. 

Extracutaneous manifestations occur in more than one 
third patients and include eye anomalies, dental 
abnormalities, CNS involvement and also skeletal anomalies 
in rare cases. The ocular lesions, seen in 30% of patients, 
include cataracts, uveitis, chorioretinitis, glaucoma, 
microphthalmos, retinal pigment mottling or telangiectasia, 
optic atrophy, nystagmus and strabismus. However the 
most typical abnormality of the eyes seen in this disorder 
is a retrolental mass with detachment of a dysplastic retina 


and this abnormality has been reported in 12% of patients' 5 ' 
Dental abnormalities occur in more than 60% patients and 
the lesions commonly observed are a delayed eruption 
pegged or conical teeth and oligodontia. CNS involvement 
which occurs in 25-30% of patients is seen in the form of 
mental retardation, convulsions, spastic and lax paralysis 
microcephalus and motor retardation. Skeletal anomalies 
arc rarely associated and these include hemi vertebrae, extra 
ribs, cleft lip and palate etc. 

CASE REPORT 

A three-year-old female patient born from a non- 
consanguineous marriage presented to our department with 
the complaints of general pruritus with linear 
hyperpigmented lesions on the trunk and limbs. The 
hyperpigmented lesions had been there since the age of 
three months and had shown a mild regression only over 
the years. The pruritus was of two months duration and 
had shown little response to oral antihistamines. On 
questioning the parents gave a history of a vesiculobullous 
eruption on the third day of the child’s life. The eruption 
had involved the trunk and lower limbs only in a classical 
linear pattern. The eruption had subsided within about two 
weeks without causing any significant problem to the child. 
There was no history of any verrucous or lichenoid lesions 
in the past. A few weeks after the initial eruption had 
subsided the parents had noticed linear hyperpigmented 
lesions at the same sites originally involved by the vesicular 
lesions. The lesions had progressed for sometime but then 
had remained almost stationary over the years. 

There was also a history of generalized tonic clonic 
convulsions since the age of six to seven months for which 
the patient had been put on Valproic acid. The patient also 
had a history of delayed developmental milestones with 
mental retardation and the patient was unable to talk 
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meaningfully even at three years of age. 

On examination, the patient was of normal height and 
weight with no evidence of any physical retardation. 
Cutaneous examination revealed a whorl like, streaky 
macular hyperpigmentation involving the trunk and lower 
limbs and following no particular anatomic or neural 
distribution [Fig 1]. A generalized xerosis of the skin with 


a skin biopsy of the hyperpigmented macular lesions for 
routine histopathology, a complete slit lamp examination 
of the eyes and CT scan of the head and neck regions. The 


histopathology of the skin showed a normal epidermis with 
a lot of mclanophages in the upper dermis. Rest of the 
laboratory tests were within normal limits. 

The patient had a younger male sibling who was 
clinically normal as were both the parents. The female sex, 
presence of the typical skin lesions and the associated 
anomalies allowed us to make a diagnosis of Incontinentia 
Pigmenti. 


follicular hyperkeratosis was also evident explaining the 
history of pruritus in the patient. No other evidence of an 
atopic diathesis was present in the patient. Nails, hair and 
mucous membranes were normal but the teeth were 
malformed and peg shaped especially on the lower jaw 
[Fig 2]. There was also a history of delayed dentition in 
the patient. Examination of the CNS revealed a moderate 
degree of mental retardation and spastic paresis of the left 
lower limb. Motor and sensory evaluation of the other three 
limbs revealed no abnormal Findings. Ophthalmologic 
examination revealed no abnormalities except for an 
alternating divergent squint. Examination of the fundus was 
within normal limits and the skeletal system also revealed 
no abnormal features. 

Specific laboratory' investigations performed included 


References: 

1 Wiklund DA. Weston WL Incontinentia pigmenti. Arch Dermatol 
1980. 116: 701-03 

2 Shotts N. Emcdy AEH. Bloch-Sulzbcrger syndrome 
[Incontinentia pigmenti). J KteJ Genet 1966; 3: 1 148-52. 

3. Stawiski M, Van Goor K. Sturman S. Incontinentia pigmenti: a 
case report. Int J Dermatol 1981,20: 456 

4. Camey RG, Jr. Incontinentia pigmenti. Arch Dermatol 1976. 

112:535-42 

5. Carney RG. Incontinentia pigmenti. A world statistical analysis. 
Arch Dermatol 1976; 112: 535. 





CASE REPORT 


JK-PRACTITIONER 
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WITH TUBERCLUOSIS W ® 
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Abstract: Renocolic fistula is very rare. Till now 100 cases have been reported in world literature 1 . We report an unstTl 

case of Nephrocolonic fistula caused by a renal calculus with Genitourinary Tuberculosis. Patient was successfully 

managed by single stage surgery (Nephrouretrctomy, Fistulectomy and primary repair of the colon) with anti tubercular 
drugs. 
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Introduction 

The occurrence of Genito urinary tuberculosis has ot 
yet considerably decreased in the developing countries^ in 
spite of effective anti-tubercular drugs. Renocolic fistula 
with renal calculus and genitourinary tuberculosis is a rare 
entity. The incidence has greatly fallen in recent decades 
because of advances in diagnosis^ and treatment of renal 
disease such as tuberculosis. No organ is resistant to 
tuberculosis and world wide genitourinary form of disease 
accounts for 14%. We report a case, patient with renocolic 
fistula secondary to renal calculus with tuberculosis. Patient 
was diagnosed by cystopanedoscopy, right retro-grade 
pyelography and was managed by surgery. 

Case Report 

Thirty years female patient was admitted with right 
lumbar pain and recurrent urinary tract infection, with 
frequency and dysuria and constipation for last six months. 
On physical examination her respiratory and cardiac status 
was normal. Urine microscopy revealed pyuria and E. Coli 
was grown on culture. Her haemoglobin was 9.6gms with 
raised pollymorphs. Renal parameters were within normal 
limits. Ultrasound of abdomen and pelvis revealed right 
renal calculus with back pressure chages. Patient was 
subjected to intravenous pyelography which revealed right 
renal calculus with non-functioning right kidney. Patient 
underwent Cystopanendoscopy with right retrograde 
pylography under local anesthesia which showed patulous 
pulled up right uretric orifice with hyperemia, and retograde 
showed normal right ureter and stone in the right pelvis 
with dialated calyces and dye leaking into the right asending 
colon (fig ). Diagnosis of right renal calculus with 
renocoloic fistula was made. Patient was put to sleep with 


nitrousoxidc and haloothane and was explored via trans 
peritoneal approach. Tract between asending colon and 
right kidney was established. Right nephrouretrectomy with 
excision of fisutlous tract and primary closure of colonic 
fustula was done. Pathological examination of the specimen 
revealed right kidney containing staghorn calculus with 
epitheloid granlomas with nenrosis and langerhans cells 
suggestive of tuberculosis. Patient had uneventful post 



Fig. 1 Retrograde pyleography showing renocolonic fistula with 

staghorn calculus in pelvis 

operative period and was put on four drug regieme i.e. 
INH, Refampicin, Ethembutol and Pyriznamide for three 
months followed by three drug regiem for next three 
months. Patint had excellent recovery annd repeat 
cystoscopy showed normal bladder mucosa. 

Discussion 

Spontaneous renal fistulisation to neghboring viscera is 
not uncommon 4 however spontaneous fistulisation to colon 
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without previous renal surgery is very rare. Although the 
first recorded case was described by Hippo crates and till 
date approximately 100 cases have been reported in 
literature. Fistula between the upper urinaiy tract and the 
bowel usually represent progression of renal disease 4 . The 
underlying cause for such fistulas are* chronic inflammation 
without stone disease (e.g. tuberculosis, bacterial and non 
bacterial) or with stone (usually staghorn) and obstruction 
(stone, stricture of ureter, pelvic kidney), trauma to 
gastrointestinal in origin. In our case Nephrocolonic fistula 
most likely progressed as chronic infection (tuberculosis) 
renal stone Pyonephrosis and abscess formation casused 
peripylititis and perinephritis and adhesions of the renal pelvis 
to underlying colonic area and led to subsequent 
development of a colorenal fistula. The diagnosis is made 
radiologically which include intravenouspylography and 
retrograde pyelography as done in our case. C.T. scan 
administration of methoylene blueorally or indigocarmine 
intravenously which is excreted with urine or stains the 
feaces is sometimes used. Some times preoperative 
investigations may be in sufficient and in such cases the 
diagnosis is made intraoperatively. 

The treatment of renocolic fistula depends on the 
underlying etiology and the degree of renal function. Now 


_ JK-PRA CTITIONER 

with the newer anti tubercular drugs and more surgical 
facilities available major surgery can be accomplished with 
a cover of anti tubercular drugs for a short span with 
primary repair of colonic fistula and nephrourerectomy can 
be performed safely. 
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VIVAX MALARIA PRESENTING WITU i 


S M. Saleem M.D. D M.; Ghulam Nabi Dhobi MD; Mushtaq A.Lone M.D; Jawaid Shaw M.D., Showkal Mufti M D 


Plasmodium vivax malaria is common in Indian 
subcontinent m but it rarely produces hemolysis <2) . This 
is because peripheral sequestration does not occur in the 
vivax malaria. Although the magnitude of parasitemia is 
limited by the requirement for young red blood cells 
(reticulocytes) in P. vivax infection the hemolysis associated 
may stimulate haematopoiesis enough to increase the 
number of reticulocytes and may thus permit parasitemias 
subsequently greater than 1 to 2% <J) . The unusual 
presentation of P. vivax malaria presenting with hemolysis 
is presented 


Radiology including chest x-ray PA view, ultrasound 
abdomen and echocardiography were normal.Upper GI 
endoscopy was also normal. He received chloroquinc 600 
mg stat, followed by 300 mg at 6 hours, 24 hours and 48 
hours and became afebrile after 24 hours and his spleen 
decreased in si^ in 7 days. Serum bilirubin came to normal 
after 14 days. Primaquine tablet 7.5 mg twice a day was 
prescribed for 14 days. After 6 weeks the patient was 
asymptomatic with no clinical evidence of anaemia, 
jaundice or splenomegaly. His repeat haemoglobin was 14 
gms/dl and reticulocyte count was 1.5 Cnm, serum 
bilibrubin was 1 mg/dl and plasma Hb was 6 mg/dl. PBF 


Sixteen-year boy from Uri, Northern outskirts of 
Kashmir valley was admitted with high grade intermittent 
fever (102-104°F) associated with chills and rigors and 
exertional breathlessness of one month duration without 
any history' of bleeding from any site, abdominal or chest 
pain, joint swelling, rash, headache, cough and bone pains. 
The clinical examination revealed a thin built person with 
pallor, tachycardia, mild icterus and moderate 
splenomegaly. Investigations showed haemoglobin 5.4 
gms/dl with normal other cell series. Peripheral blood film 
(PBF) showed microcytes, moderate anisopoikilocytosis 
with tropozoites and merozoites of P.vivax. PBF 
examination at 8 hour intervals for consecutive 3 davs 
was done to rule out double infection with P.faciparum, 
Hemolytic profile revealed reticulocyte count of 7%, Sr. 
bilirubin (2.8 mg/dl, indirect) LDH 829 mg/dl, plasma 
haemoglobin 20 mg/dl with normal G6PD, Osmotic 
fragility and foetal Hb, a negative coombs test (direct and 
indirect) and Sucrose lysis test. Three blood cultures after 
48 hours incubation were sterile. Dip stick antigen capsular 
assay for P.falciparum. widal and brucella agglutination 
tests were negative. Bone marrow aspiration showed 
hypercellular erythropoiesis, normal granulopoiesis with 
mild increase in eosinophils and adequate iron stores with 
sterile bone marrow culture incubated for 48 hours. No 
malarial parasite was seen in the bone marrow aspiration. 


for malaria parasite done at 6 different times in 3 days 
w'as negative. 


Malaria is uncommon in Kashmir, but it is seen in the 
outskirts of the valley. Actually ill patients with malaria 
typically have either falciparum or P.vivax infection, 
although 5 to 7% of infections are due to more than one 
species (3) P.vivax infection clears with chloroquine and 
chloroquine resistance to P.vivax is extremely rare after a 
proper treatment. Chloroquine resistant P.falciparum 
continues to multiply and causes symptom (>) . 

Our patient became a febrile after 24 hours of treatment 
and blood smear done twice a day for 3 days after 72 
hours of treatment were negative. Plasmodium falciparum 
infection was excluded by repeated PBF examinations and 
capsular antigen test. 
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electrocardiographic changes in hypokalemia-a 
rare presentation. 


^ U niid Gagoo, M.A. Kamili, , G.Q.Khan, G.MMalik 

A 60 year old female patient presented to the emergency 
room with one week history of epigastric pain, recurrent 
vomiting and worsening weakness. She had history of 
recurrent hypokalemic weakness of ten years and records 
showed equivocal etiology of hypokalemia. Physical 
examination revealed mild to moderate dehydration with 
B,P 90/60 and muscle power of grade 2-3. Respiratury 
rate was normal, however single breath count was reduced. 
Relevant laboratory findings included prerenal azotemia, 
plasma K 1.7meq/l, plasma Na 132meq/l and metabolic 
alkalosis. EKG showed PR prolongation, wide QRS, marked 
ST segment depression, prominent U waves, very low- 
voltage T waves, RBBB, left posterior hemiblock and NW 
axis (marked right axis deviation). After ruling out acute 
coronary syndrome patient was managed for acute gastritis 
and hypokalemia. Serial monitoring of plasma K and EKG 
showed progressive disappearance of abnormal EKG 
findings with rise in plasma K. 

The changes in EKG correlate with plasma K fairly 
well, being found in 78% of patients with plasma K levels 
below 2.7meq/l, in 35% of those with K levels between 
2.7-3.0 meq/1, and in 10% with plasma K between 3 and 
3.5 meq/1. 

The abnormal and delayed repolarisation that occurs 
in hypokalemia is best expressed as QU, rather than QT, 


prolongation. As plasma K falls, the ST segment becomes 
progressively more depressed and there is gradual blending 
of T wave into what appears to be a tall U wave. When 
hypokalemia is severe, the QRS complex may widen 
slightly, in a defuse manner. The P wave and QRS amplitude 
may be increased and PR interval is often prolonged. 
Hypokalemia promotes the appearance of supraventricular 
and ventricular ectopic rhythms, being enhanced by 
increased automaticity and / or facilitation of reentry. 
Bundle branch and’ fascicular blocks have not been 
reported so far in hypokalemia, although they can occur 
in hyperkalemia due to depression of intraventricular 
conduction by high plasma K. 

In this report, RBBB and LPHB, were abnormal EKG 
findings as manifestations of hypokalemia. This warrants 
further studies to know incidence and mechanism of bundle 
branch and fascicular blocks in hypokalemia. 

References: 

1. Castellanos, A. and others, Hurst’s The Heart 8’” edition. The 
resting electmca.”dingram,321-356. 

2. Rardon, D; F and Fisch, C., Electrolytes and the Heart, Hurst’s 
The Heart,8’” edition, ch.37,759-774. 

3. Surawicz B. (1963) Electrolytes and the electrocardiogram. Am. 
J.Cardio 1.12,656 

4. Surwicz B. (1976) Relationship between electrocardiogram and 
electrolytes Am. Heart J.73,814 


JK-Practitioner 2003;10(4): 299 

From the Division of Cardiology Doptt. of Internal Medicine SMHS Hospital, Srinagar, India, (Gagjoo, Kamili. Prof. 
Khan, Prof. Malik) 

Received December 2002 Accepted August 2003 

Correspondence: Dr. A. Majid Gogjoo, Registrar, Deptt. of Medicine, Govt. Medical College, Srinagar 


VoL 10 No. 4, October - December 2003 

299 



SHORT COMMUNICATION 

JK-PRACTITIQNER 

ACUTE ABDOMEN FOLLOWING TORSION OF OVARIAN CYST 


Ishtavak Ahmad Mir M.B.B.S., D M, M S., FAIS, FICS; Shamim Akhtar Mir M.B.B.S 


A case of. ovarian cyst with torsion managed in a 
community health centre is reported. A 29 years old Muslim 
female GSP3A1 was admitted with complaints of 
amcnorrhoca 2 years, pain abdomen 16 hours and vomiting 
10 hours duration. Examination revealed ill looking female 
with features of tachypnoca. anemia, malnutrition. 



tachycardia, sweating and hypotension. Whole abdomen 
was distended, skin stretched, umbilicus everted, and 
restricted respiratory movements. Abdomen was tender 
all over. She had an intra-abdominal mass involving the 
whole abdomen and only the upper margin of the mass 
could be felt in the region of epigastrium. Percussion note 
was dull all around, shifting dullness and fluid thrill could 
not be elicited. Clinical examination and x-ray abdomen 
did not show any evidence of fetus. A provisional diagnosis 
of acute abdomen (torsion ovarian, mesenteric mass) was 
made and patient operated under spinal anaesthesia by 
midline incision. A huge right ovarian cyst involving the 
whole abdomen with only a twist at the pedicle and gut 
pushed to epigastrium and splenic region was seen. All 
measures to deliver the cyst failed and cyst was delivered 
only after aspirating 3300ml of cystic fluid then right ovarian 
cystectomy with salpingo-oophorectomy was done. The 
cyst still weighed 12.7 kg (Fig. 1). The patient had 
uneventful postoperative period. She underwent LSCS 
(Lower segment caesercan section) in the same hospital 
20 months later, when she presented with full term 
pregnancy w ith labour pain with bad transverse lie. 

The case highlights the myth and beliefs which 
the people still have. She was denied medical consultation 
on the pretext that she is conceiving but because of her 
sins/and angry goddess around her she could not deliver. 
Also it was believed that instead of a baby she has some 
ghost inside. 

It was only after she got severe pain abdomen 
and vomiting that the villagers decided to shift her to a 
hospital with the consideration that these ailments can be 
taken care of by the doctors. 

We hereby impress that after all the mesures of 
referral to good hospital fail whatever in&astructure is 
available, every attempt should be made to operate such 
patient to save the precious life least they can not reach to 
distt. hospitals not to speak of medical college hospitals/ 
institutes of the state which are far awav from such remote 
centres. 


Fig. 1 Resected Ovarian Cyst which had undergone torsion 
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^BROID UTERUS — DELIVERED PER VAGINUM 



Fig. 1 : Fibroid uterus delivered per vaginum 
i) Left Bigger One Fibroid Uterus, 
ii) Right Sammler One Exicised Uterus. 


A 44 year old female was admitted with complaints 
of excessive bleeding per vaginum, easy fatiguability, 
breathlessness of 12 years duration. She had married 
26 years back but had never conceived instead had 
history' of Dysfunctional Uterine bleeding from last 
20 years. Examination revealed ill looking bed ridden 
tachypnoeic patient. She had severe anaemia and was 
emaciated. An intra-abdominal mass involving 
hypogastrium right and left iliac fossa and umbilical 
region was observed. Per vaginum examination 
revealed blood stained vulva, blood ooze per vaginum 
and a smooth surface mass involving the whole 
vagina. Fingers could not be negotiated around mass 
up into pelvis, it bled on touch, was very huge and 
encroaching on all the corners. Investigation revealed 
Hb 4.2 gm, platelet 1.4 lakh, urea 75, creatinine 1.4, 
and sugar 90. 

Laparotomy by midline incision was done. Uterus 


mobilized and hysterectomy done. After doing 
hysterectomy mass was seen rising from the fundus 
of uterus by a short pedicle but the mass could not 
be delivered per abdomen. More than fifty percent 
of mass was below pelvic brim. A formal episiotomy 
was done and vaginal forceps used to extract out 
the mass. It weighed 6.3 kg (Fig.l). 
Histopathological report was consistent with fibroid 
uterus. She had uneventful postoperative recovery 
and was doing well at 4 years of follow up Though 
laparotomy with ligation of feeding vessel to the 
tumour was the plan. On table whole tumor was 
removed and patient was given a cure. 

We emphasize emergent surgical intervention even 
in community health centre and especially if the 
patient and attendants are reluctant in taking or 
shifting the patient to specialised centre. 
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MECHANICAL VENTILATION IN ACUTE RESPIRATORY 
DISTRESS SYNDROME 


Javid A. Malik M.D. 

Acute respiratory distress syndrome (ARDS) as per 
American - European concensus conference is defined as 
acute onset respiratory' distress with Pa02/Fi02 <200 
regardless of PEEP, chest X-ray showing bilateral alveolar 
or interstitial infiltrates consistent with pulmonary edema 
and no clinical evidence of left atrial hypertension or PAOP 
<18 mmHg if pulmonary artery' catheter is in place. The 
most widely practiced method for quantifying ALI/ARDS 
is Murray Scoring system that includes the number of 
quadrants consolidated on chest X-ray, hypoxemia score 
(Pa02/Fi02) and if ventilated compliance and PEEP also. 

The therapeutic goals in ARDS management arc 
treatment of underlying event, cardiorespiratory support 
and specific treatment targeted at lung injury. The evolving 
principles of mechanically ventilating injured lungs originate 
from the fact that there are three distinct populations of 
alveoli in ARDS - units with normal inflation properties, 
consolidated units that are uninflatable and units that arc 
atelectatic but potentially recruitable. The last two 
populations of alveoli occupy mostly dependent regions 
of the lungs suggesting thereby heterogenous involvement. 


ventilation (IMV) was introduced in ALI/ARDS 
management and was the most commonly used ventilatory 
mode and some investigators used PEEP>50 cm H O 


NEW MECHANICAL VENTILATION STRATEGY FOR 
ALI/ARDS: 


In mid 1980s animal experiments convincingly 
demonstrated that increased tidal volume and increased 
plateau and peak pressures initiated or propagated acute 
lung injury (ALI). This observation was supported by C.T 
scan images in ARDS patients which consistently 
demonstrated patchy rather than diffuse homogenous lung 
injury. Since much of the lungs in ARDS arc edematous, 
atelectatic or fibrotic this exposes some relatively normal 
units to increased regional tidal volume (VT). This 
ventilatory strategy is directed at the mechanisms of lung 
injury in ARDS including high stretch and cyclic reopening 
of atelectatic alveoli. Its components are: 

i) Use pressure - targeted ventilation (VC or PC mode) 
limiting VT to 4-8 ml/kg and plateau pressure <35 
cm H20. 


Traditional mechanical ventilation strategy for ALI/ 
ARDS; 

Ashbaugh in 1967 first reported the beneficial 
physiological response to PEEP and shortly thereafter the 
traditional strategy for the use of mechanical ventilation 
(MV) in ALI/ARDS management was developed and 
remained unchanged until few years ago It can be 
summarized as follows : 

i) Volume cycled ventilation using tidal volume(VT) 
of 10 to 15ml/kg 

ii) respiratory rate of maintain a normal pH and 

iii) PEEP adjusted with respect to Pa02 and Fi02. 

The goal of this strategy was to achieve 

oxy haemoglobin saturation (SaO,) of > 90% at nontoxic 
Fi02 i.e. < 0.6. As the imaging technology improved over 
years radiographic barotrauma (interstitial emphysema, gas 
cysts.intraparenchmal tension cavities, bronchopulmonary 
damage and systemic gas embolism) became increasingly 
recognized, this strategy faced many challenges and hence 
underwent modifications. In 1970s intermittent mandatory 


ii) Allow PaCOj to increase if necessary to meet the 
above objectives. The resulting increase in PaCO 
though not desired is a necessary by- product of 
this strategy i.e. permissive hypercapnia. 

iii) Adjust PEEP for PaO/Fi0 2 and heep PEEP above 
lower inflection point of pressure volume curve. 

Guidelines for bedside management : 

1. Avoid alveolar over- distension 

2. Maintain Fi0 2 < 0.6 

3. Use sufficient PEEP to prevent tidal recruitment - 
derecruitment. 

4. Mode of ventilation is less important than goals 1 to 3 

5. Tolerate hypercapnia if necessary to achieve goals 1 to 
3. 

These goals can be achieved in more than 90% of newly 
ventilated ARDS patients and in the remaining cases one 
may have to reset to salvage therapies. On presentation 
give oxygen by high flow mask but one rarely achieves a 
tracheal Fi0 2 > 0.6 by this. Intubation should be performed 
early and electively (when you anticipate that MV will be 
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i re d) without waiting for severe respiratory failure to 
^ nervene. Role of non-invasive positive pressure 
Ventilation (NIPPV) is not established in ARDS 
management because of associated haemodynamic 
instability, multi-organ dysfunction, altered sensorium and 
longer course. Sedatives and muscle relaxants should be 
used liberally in ventilated ARDS patients (especially while 
using PCV) as these agents decrease 0 2 consumption and 
CO production by skeletal muscles and also help in patient 
. ventilator synchrony. 

Initial ventilator settings should be Fi0 2 1.0, respiratory 
rate 20-3 0/mt and VT 6-8 ml/kg using either ACMV or 
SIMV mode and if one chooses PCV, and inspiratory 
pressure of 30 - 35 cms. Once Sa0 2 is >90% first priority 
is to decrease Fi0 2 to <0.6 to minimize further lung injury. 
Low saturation in addition to anaerobic metabolism can 
lead to cardiac problems like acute DCM, global 
hypokinesia and arrest. 

Positive End Expiratory Pressure (PEEP): 

PEEP is used to recruit collapsed alveoli (prevention 
of derecruitment at end expiration), diminish 
intrapulmonary shunt, permit reduction in Fi0 2 and to 
translocate fluid from flooded alveoli to interstitial space. 
This results in increase in compliance due to increase in 
FRC and hence improved gas exchange. It is important to 
keep airway disconnections to minimum since decrease 
in PEEP even for short periods leads to alveolar 
derecruitment and rapid haemoglobin desaturation. If 
patient fails to respond to PEEP one should suspect focal 
lung processes like lobar pneumonia, atelectasis etc. 
Approach to PEEP in ARDS in still evolving and currently 
two strategies are being practiced in clinical medicine. 

1. Least PEEP approach 

In this strategy a PEEP of 15-20 cm H 2 0 is applied in 
a single step using a VT of 6-8 ml/kg.However high 
plateau pressure (45-50cms) and hypotension may be 
encountered by this. Hypotension is managed by 
decreasing PEEP temporarily and intravenous fluids 
and inotropes. Once FiO z < 0.6, PEEP is reduced by 
2.5 cm H 2 0 with decrements at least 15 minutes apart 
seeking the least PEEP that gives SaO 2> 90% . In some 
patients PEEP must be increased to more than 15-20 
cm H 2 0 to get Fi02 < 0.6. In these patients one may 
use ancillary strategies like packed RBC transfusion, 
cardiac output augmentation by dobutainine and 
decrease in 0 2 consumption by sedatives, paralysis, 
cooling, etc or resort to salvage ventilatory options. 

2. Open lung approach: 

This strategy uses PEEP not just to avoid 0 2 toxicity 
but also as a lung protective mechanism. Here pressure 
- volume (PV) curve is constructed by increasing VT 


from 100 to 1000 ml noting pressures after an 
inspiratory pause - all with zero PEEP. It takes 
approximately 30 minutes. LIP of PV curve is 
determined and then PEEP is set at 2 cm higher. If it is 
impractical to determine PV curve daily then PEEP is 
set at a typical value required to exceed LIP i.e. 17 cm 
H 2 0 (Amato trial). As oxygenation improves over days 
PEEP is reduced and mode is changed from PCV to 
PSV. This approach provides no guide to PEEP 
reduction. 

Once PEEP is adjusted and Fi0 2 decreased to <6 - 
mode, respiratory rate and VT should be reevaluated. 
There is no clear benefit to one mode or another. PCV 
is simpler to use since it does not require repeated 
determination of plateau pressures however equivalent 
benefit can be provided by the more preferred modes 
like ACMV or SMV. Inverse ratio ventilation (IRV) can 
be included with any of these modes. 

Innovative therapies: 

1. Permissive hypercapnia : 

It is the simplest approach to decrease ventilatory 
workload, hazards of high pressures and total number 
of machine cycles needed per minute. It is chosen to 
avoid injurious airway pressures than to maintain 
normal ventilation. It has a clear benefit in terms of 
compliance and gas exchange in lung - protective 
ventilatory strategy-. 

It requires deep sedation and paralysis. Gradual increase 
in PaC0 2 is accompanied by small shifts in intracellular 
pH and is generally well tolerated even to very- high 
levels. It is recommended that PaC0 2 should be allowed 
to increase at 10 mmHg/hr. Permissive hypercapnia 
decreases mortality not only in ARDS but also in status 
asthmaticus. When ARDS patients are ventilated with 
volume or pressure limited ventilation PaCO, typically 
rises to 60-70mmHg and pH drops to 7.2 but in some 
cases PaC0 2 may rise to >150 mmHg and pH may- 
drop to <7.0. Healthy human volunteers have tolerated 
PaCO, of 250 and pH of 6.72 without serious 
consequences because our body has efficient cellular 
compensatory' mechanisms. 

Adverse physiological effects of respiratory- acidosis 
include cerebral vasodilation (‘ A ICP). coronary 
vasodilatation (leading to steal - syndrome), systemic 
vasodilatation (“v BP), decreased myocardial 
contractility, cellular metabolic dysfunction and 
pulmonary and renal vasoconstriction. From this it is 
obvious that permissive hy percapnia should not be used 
in ARDS associated with increased intracranial 
pressure, myocardial ischemia, hypotension and/or LV 
failure on inotropes, pulmonary hypertension with acute 
RV failure and severe metabolic acidosis. 
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2. Partial liquid ventilation (PLV): 

It is an exciting new approach to recruit collapsed lung 
units by filling these with a gas exchanging liquid 
perfluorocarbon (PFC). These PFCs are biologically 
and chemically inert (non-histotoxic), free of toxic 
metabolites, clear but radiopaque, have no significant 
systemic absorption and are eliminated from lungs by 
evaporation in hours to days. These liquids partly or 
completely fill to FRC and thereby function as PEEP. 
By virtue of hydraulic column PFCs arc able to recruit 
most dependent alveoli which PEEP is not. These liquids 
dissolve very high volumes of 0 2 and C0 2 , distribute 
easily throughout the lungs and gravitate to the regions 
at highest risk for airway closure and alveolar collapse. 
PFC filled alveoli are theoretically supposed to be 
protected against lung infection and damage. 

The most extensively studied PFC is pcrfloro-octyl- 
bromidc (Perflubron) which has density twice that of 
water and therefore gravitates to the most dependent 
regions and it also reduces the interfacial tension that 
normally exists between air and surfactant depleted 
alveoli. Unlike endogenous or exogenous surfactants, 
surface tension lowering effect of perflubron is not 
inhibited by proteinaceous exudates. Perflurbron may 
find application as lavage fluid in place of normal saline 
as it is more effective in preserving gas exchange and 
removal of alveolar debri. 

PFCs impair imaging assessment because of their 
extreme radiodensity and thus it is difficult to use chest 
X-ray for detection of infection and follow progress. 
The side effects of PFCs include pneumothorax and 
mucous - plug formation. Their final place in ARDs 
management is not clear as yet. 

3. Prone Positioning: 

It is a relatively safe and underutilized technique that 
produces significant improvement in gas exchange in 
ARDS. Benefits arc observed in minutes to hours and 
then wane off after several hours and some responders 
continue to maintain better gas exchange even when 
turned back to supine position. It improves gas 
exchange in 50-70% patients treated in early phase of 
ARDS allowing reduction in both FiO, and PEEP. 
Various mechanisms responsible for better gas 
exchange in prone position include recruitment of dorsal 
lung units with improved V/Q matching, increased FRC, 
change in regional diaphragm motion, better secretion 
clearance and enhanced lymphatic flow. 

The frequency and duration in supine and prone 
positions is titrated to gas exchange response, however, 
most experienced centers turn patients once or twice 
daily with equal time in each position. The potential 
problems of prone positioning include displacement of 
endotracheal tube (ETT), and central venous lines. 
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difficulty in nursing care and pressure necrosis of nose 
face and ears. In addition there is always a threat of 
desaturation, arrythmias and hypotension, however 
these are usually transitory and can be minimized by 
prior sedation, suctioning and 100% oxygen. 

4. Tracheal gas Insufflation (TGI): 

It is a useful adjunctive technique that involves 
introduction of fresh gas near carina via a modified 
ETT. This added flow washes out C0 2 rich gas out of 
trachea and through turbulance out of small airways 
as well thereby decreasing the anatomical dead space 
In general in ARDS, TGI with 100% humidified O at4 
UL/mt decreases PaC0 2 from 108 TO 84 mmHg. The 
potential risks associated with TGI include tracheal 
erosion. 0 2 toxicity related to unknown FiO and 

hacmodv-.amic compromise or barotrauma due to 
occult auto-PEEP. 

5. High frequency ventilation (HFV): 

High frequency jet ventilation (HFJV) employs 
respiratory rate of 60-300 /mt and VT of 1-5 ml/kg. 
Mechanism of gas exchange is poorly understood, two 
possible hypothesis include axial diffusion and bulk 
flow. Multiple trials of HFV have failed to show its 
superiority over conventional ventilation (CV) in terms 
of improved oxygenation, reduced barotrauma and 
decreased days of MV. Currently it is regarded as a 
salvage therapy for ARDS refractory to CV. 

6. Inverse ratio ventilation (IRV): 

It involves use of prolonged inspiratory time (1 :E>1) 
with either volume cycled or pressure cycled modes 
of MV. A subset of patients with hypoxaemia refractory 
to conventional modes respond to IRV but there is no 
way to prospectively identify these. The exact 
mechanism by which IRV improves gas exchange is 
not know however the two possibiltieis include 
increased alveolar recruitment at lower airway pressures 
and optimal distribution of ventilation. But there is no 
role of intrinsic- PEEP or gas traping in improving 
oxygenation.lt is crucial to note that both auto-PEEP 
and higher mean alveolar pressure typical of IRV tend 
to decrease cardiac output leading to hypotension. 
Inverse ratio - PCV is sometimes used for severe ARDS 
treatment. Presently IRV is considered only a salvage 
therapy for refractory ARDS. 

7. Extrapulmonary gas exchange : 

Extracorporal membrane oxygenator (ECMO) 
adequately oxygenates the blood while allowing lungs 
to rest and recover. Extracorporeal C0 2 removal 
(ECC0 2 R) is carried out by veno-venous teclmiques. 
Both appear to be attractive technologies but are not 
supported by clinical outcome studies and thus have 
little apparent future in ARDS management. 
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Intravenacaval oxygenator (IVOX): 

It is a small membrane lung inserted into inferior vena 
cava (IVC) that is particularly beneficial in patients 
having hypoxaemia and hyper capnia. This device is 
capable of limited gas exchange thereby limitng its 
widespread use. IVOX has good future provided its 
gas exchange capacity increases. 

ARDS has resisted pharmacological manipulations for 
almost 30 years however various drugs have been used 
with little success. Almitrine wich is administered i.v. 
increases mean PAP and cardiac output without any 
change in systemic BP. It increases respiratory drive 
and also improves V/Q matching. It lacks significant 
adverse effects but its effect is short lasting and Pa0 2 
returns to baseline soon after the drug is discontinued. 
Since surfactant in ARDS patients is structurally and 
functionally abnormal, artifical inhalational surfactant 
as a replacement therapy could be a promising modality 
in future. Though it produces dramatic therapeutic 
effects in neonatal respiratory distress syndrome, in 
ARDS it is as yet experimental only. The three selective 
pulmonary vasodilators that have been used in ARDS 
treatment include inhaled nitric oxide (NO), PGE, and 
aerosolized prostacyclin (PGI 2 ). Inhaled NO increases 
V/Q by decreasing intrapulmonary shunting producing 
an improvement in Pa0 2 in ARDS in 50-70% patients, 
however, the effect beyond 72 hours is not sustained. 
Rapid inactivation of inhaled NO by Hb -binding 
prevents unwanted systemic side effects but also 
mandates continuous delivery to ventilatory circuit. If 
continuous delivery of NO is interrupted, precipitous 
and life threatening hypoxemia and RV failure can occur. 
These selective pulmonary vasodilators have not made 
any significant difference in ARDS severity, duration 
or mortality in controlled trials and are not 
recommended for routine management. 
Glucocorticoids have no proven benefit in exudative 
stage of ARDS except when the respiratory failure itself 
is caused by an inflammatory disease known to respond 
to steroids e.g. acute eosinophilic pneumonia. On the 
contrary steroids may increase infection rate, duration 
of MV and overall mortality. In fibroproliferative stage 
of ARDS steroid may have beneficial effect by virtue 


of their collagen synthesis inhibition. Ketokonazolc an 
antifungal drug decreases the incidence and mortality 
of ARDS in critically ill surgical patients by blocking 
the synthesis of proinflammatory prostaglandins and 
leukotricnes. 

Patient Monitoring: 

Continuous pulse oximetry is reliable except in gross 
hypoperfusion. Arterial blood gas (ABG) measurement is 
frequently needed on first day and after major interventions 
or change in clinical parameters. Right heart catheterization 
is indicated when volume overload is suspected, otherwise 
it does not add to the overall outcome. If there is no 
improvement in 10-14 days of MV, tracheostomy should 
be considered. When Fi02 can be reduced to 0.4 to 0.5, 
PEEP should be decreased by 2-3 ems H 2 0 with several 
hours of observation between adjustments. When Fi0 2 
<0.4 and PEEP <7.5 evaluate the patient for spontaneous 
ventilation (CPAP / T-piece) and thereafter extubation. 
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EYE IN HEMATOLOGY (PART I) 
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Manzoor Qadir Keng, MS 

Introduction 


■ The unique vascular anatomy of the Eye makes the relationship between hematology and 
ophthalmology very close one. 

■ The ophthalmic clinician are the first witness^of the various hematological disorders. 

■ Visible Arterial & Venous Blood columns in Ocular Fundus enables us to observe diverse ways of 
ocular manifestations of different Hematological Disorders. 




Anemias 

Generalized pallor of conjunctiva, 
fundal back ground and optic disc. 
Retinal oedema. 

Dilated retinal vessels. 

Retinal hemorrhages. 

Retinal exudates. 

Retinal detachment. 

Optic neuritis. 

F^apillitis. 

Extraocular palsies. 

Extraocular Hemorrhages. 

Lens opacities. 



Myeloproliferative Disorders- 
Ploycythemia Rubra Vera. 

Dilated retinal vessels. 

Retinal hemorrhages. 

Central retinal Venous occlusion. 
Hyperemia of Optic disc. 
Papilledema. 

Optic Nerve atrophy. 

Visual Field Defects. 

Vascular Congestion of Conjunctiva. 
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Sickle Cell Disease 

Proliferative Sickle Cell Retinopathy 

m Stagepf peripheral arteriolar occlusion. 

■ Stage of peripheral arteriovenous 
anastomosis. 

■ Stage of neovascularisation (Sea fan). 

■ Stage of vitreous hemorrhage, f 

■ Stage of vitreoretirial traction bands and 
tractional retinal detachment. 



Non Proliferative Sickle 
Cell Retinopathy' . - 

Venous tortuosity. * 

‘Silver wiring’ of arterioles in the 
peripheral retina. 

‘Salmon patches’. 

‘Black sun bursts’. 

‘Macular depression sign’. 

Areas of peripheral whitening of 
retina. 

Peripheral retinal tears. 

Vitreous hemorrhages or retinal 
detachment. 



Other Features 

Macular arteriolar occlusion. 
Central retinal arterial & Veneous 
occlusion. 

Choroidal vascular occlusion. 
Angioid streaks. 

Comma shaped or corkscrews 
vessels in conjunctiva. 

Iris atrophy. 

Mild anterior chamber cells and 
flare. 

■ Epicanthal folds. 
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Leukemias 

■ Retinal hemorrtiages. 

■ Roth spots and cotton wool spots. 

■ Peripheral retinal 
neovascularization 

■ Leukemic pigment epitheliopathy 
characterized by a Leopard Spot 
Retina'. 

■ Proptosis. 

■ Subconjunctival haemorrhages. 

■ Iris thickening.lritis and hypopyon. 

■ Optic neuropathy. 

■ Cranial nerve palsies. 




Non Hodgkin and 
Hodgkin Lymphoma 

■ Painless Swelling of lids. 

■ Exophthalmos. 

■ Ocular palsy. 

■ U verbs. 

■ Vitritis. 

■ Preriphlebitis. 

■ Chorioretinitis. 

■ Exudative retinal detachment 

■ Optic nerve oedema. 

■ Extranodal lymphomas of eye. 



Thrombocytopenias and 
Thrombopatheies 

Orbital hemorrhage. 
Subconjunctival hemorrhage 
Retinal hemonhage. 

Vitreous hemorrhage. 

Exudative retinal detachment. 
Papilledema. 

Ocular palsies. 

Visual field defects. 

Retinal arterial occlusion. 
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Jj^ACOF EWING’S SARCOMA FAMILY OF TUMORS, SKELETAL 
AND EXTRA-SKELETAL. A STUDY OF 21 CASES.(PART IV) 


A. R. Khan _____- __ ______ 

’Abstract: A review of FNAC material over a period of more than 12 years (Jan 91-Feb. 2003) revealed 21 cases of 
Fwing s Sarcoma family of tumors from bone and soft tissues. These included 13 cases from the skeletal and 8 cases from 
(he Extra-Skeletal sites. Those from the skeletal sites included 10 males and 3 females with age range from 4 l 2 to 25 
vears.. 10 originating in flat bones and 3 in long bones. Smears revealed typical Ewing's Sarcoma in 12 cases and 
atypical Ewing s Sarcoma in one case of recurrent tumor. The typical Ewing s Sarcoma cases showed 2-cell population of 
Uvvc pale and small dark cells dispersed and in loose clusters. The large cells had pale vesicular nuclei. scanty ill- 
defined vacillated cytoplasm. The small dark cells intimately mixed with large cells had a small pyknotic nuclei and 
Jonty cytoplasm The atypical Ewings Sarcoma showed small. medium and large cells with occasional prominent 
nucleoli, more cellular cohesion, molding and clustering. In the Extr- Skeletal group there were 4 males and 4 females 
with ace range of 6-25 years. 4 originating from chest wall (including 1 from male breast) 3 from thigh and 1 from deep 
pelvic soft tissues. Smears from 5 cases (4 from chest wall 1 from pelvic soft tissue) showed a smear pattern labeled as 
pPNET characterised by tumor cells, round to elongated and deeply stained nuclei and scanty ill-defined cytoplasm. 
There was more cell cohesion., cell molding, clustering, poorly formed and well formed pseudo-rosettes of Wnght- 
Homer type and clean background. The smears in remaining 2 cases from thigh showed a combined pattern of dispersed 
round vacillated cells of typical Ewing s Sarcoma bone and rosettes ofHomer- Wright type accounting for combined smear 
pattern (EES-pPNET). One case from thigh revealed only blood from a haematoma. The histopathology for comparison 
was available in 18 cases. 11 from the skeletal tumors & 7 from Extra-Skeletal tumors. In the Extra-Skeletal group 1 
case yielded only bloodfrom haematoma superimposed on the tumor. Histopathology confirmed the FNA C ' diagnosis m 
all the 18 cases. One case from another state was lest to follow up. The remaining 20 cases were treated The study 
prove': that ITT AC is simple, quick and economic procedure tn the diagnosis of Ewing s family of tumors. The diagnosis 
can be made confidently in the skeletal group of tumors. In the Extra-Skeletal those on the chest wall and the soft tissues 
the diagnosis can me made confidently. However those in deep soft tissues of abdomen and pelvis require formal biopsy 
ancillary studies for confirmation. 


Keywords: FNAC : Fine Needle Aspiration Cytology 

E.S ’ : Ewings Sarcoma Bone. E.E.S : Extra-Skeletal Ewing 's sarcoma. 

pPNET primitive peripheral neuro-ectodermal tumor. 
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Introduction: 

Ewing's Sarcoma of bone (ES), Extra-Skeletal Ewing s 
Sarcoma (EES) and primitive peripheral neuro-ectodermal 
tumor (pPNET) are now considered to be the same tumor 
with variable differentiation with no significant biologic or 
therapeutic distinction 14 . Tumors included in this group 
are peripheral neuro-epithelioma peripheral neruo-blastoma, 
extra-osseous Ewing’s Sarcoma peripheral neuro¬ 
ectodermal sarcoma, para-vertebral round cell tumor in 
children (Teft’s tumor) & malignant small cell tumor of 
Thoraco-pulmonary origin in children (Askin's tumor) 7 ' 11 . 
The pPNET refers to the group of neoplasms exhibiting 
ultra- structural and immuno-histochemical features of 


neural differentiation and representing primitive neoplasm 
of neural crest derivation 12 . These tumors are seen in the 
age group of 11-22 years but have been reported in the 
newborn and elderly as well. Primary sites include chest 
walk trunk, retro-peritoneum, pelvis and rarely extremities 9 . 

The FNAC of ES r E.E.S and pPNET have been 
described in the literature 4 n J0 . With a change in the 
treatment modality of Ewing’s- pPNET family of tumors 
by pre-operative chemotherapy, FNAC can play a useful 
role as a pre-operative diagnosis with obvious advantages 
over the open/ncedle core biopsy. 

The author reviews the FNAC experience of 21 such 
tumors from the skeletal and extra-skeletal sites. 
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MATERIAL AND METHODS: 

A retrospective and prospective analysis of FNAC over 
last more than 12 years (Jan, 1991 - Feb, 2003) revealed 
21 eases of Skeletal Ewing’s Sarcoma, Extra-skeletal 
Ewing s Sarcoma and primitive peripheral neuro¬ 
ectodermal tumors. The aspirations were conducted, with 
the help of radiographs using 20ml disposable syringes with 
and without the syringe holder and 23-18 gauge disposable 
needles. 5-8 slides were preparely, 2-4 slides were stained 
regularly with MGG and the remaining slides were reserved 
for special stains/studies. 

RESULTS: - 

The clinical data of 21 eases of E.S. EES, and pPNET 
family of tumors is shown in the tables 1A and IB. The 
patients presented with pain and/or swelling at the tumor 
site. In the skeletal group 3 patients presented as cases of 
osteomyelitis with constitutional symptoms. The age range 
in the skeletal group was 4 1/2 to 25 years with 10 males 
and 3 females. In 10 of these cases tumor originated in 
flat bones and in 3 eases in long limb bones (Table 1A). 
In extra-skeletal group there were 4 males and 4 females, 
w ith age range of 6 to 25 years. Sites of the tumor included 

4 from chest wall (including a case from left male breast) 
3 from thigh and 1 from the pelvic soft tissues. FNAC 
diagnosis was made from primary tumors in 11 cases and 
from recurrent/metastatic tumors in 2 eases in the skeletal 
group diagnosed earlier by histopatholgy. Smear diagnosis 
was Ewing's Sarcoma typical in 12 cases and Ewing's 
Sarcoma atypical in 1 case of recurrent tumor (case 10). 
FNAC diagnosis was made from primary- tumors in 7 out 
of 8 cases in extra-skeletal group and labeled as pPNET in 

5 cases, and EES-pPNET in 2 cases. One case (case 20) 
yielded only blood due to hematoma superimposed on the 
tumor. Histopathology for comparison was available in 11 
out of 13 cases of skeletal group, which confirmed the 
FNAC diagnosis. The remaining 2 cases were treated on 
FNAC diagnosis without formal biopsy. In the extra- 
skeletal group histopathology was available in 7 out of 8 
cases. Remaining case, a 23-year male from Darjeeling 
left Srinagar for his home for further management and 
was not available for follow-up. Histopathology- confirm 
the diagnosis in all the seven cases. 

Cytological findings: - 

Skeletal groups showed 2 smear patterns labeled as 
Ewing's Sarcoma-typical (12 cases) and Ewing’s Sarcoma 
- atypical (1 case). Typical Ewing’s smear pattern showed 
cellular smears of round cells of 2 types, the larger and the 
smaller, dispersed and in loose clusters. The large cells 
showed fine chormatin, scanty vaculated PAS positive 
cytoplasm w-ith lace-like pattern in the background at places. 
The smaller cells had small dense nuclei and scanty 
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Table IA: FNAC Skeletal Ewing’s sarcoma (ES/EES/pPNET) tamilw 

of tumors skeletal group ^ 


S.No. 

Year 

Age/Sex 

Site 

FNAC 

01. 

1991 

22/M 

Iliac bone 

E. S. 


1992 

Tumor Recurrence 

Abdominal wall E. S. 

02. 

1991 

10/M 

Scapula 

E. S. 

03. 

1992 

18/M 

Iliac bone 

E. S. 

04. 

1994 

23/M 

Metatarsal 

E. S. 

05. 

1995 

15/M 

Iliac bone 

E. S. 

06. 

1996 

20/M 

Iliac bone 

E. S. 

07. 

1996 

15/M 

Iliac bone 

E. S. 

08. 

1998. 

17/M 

Meta-tarsal 

E. S. 



6 weeks later 

Scalp 

E. S. 

09. 

1999 

11/M 

Tibia 

Primary 


2000 

Tumor recurrence 

Scalp 

diag .(Histopath) 
E. S. 

10. 

1999 

16/M 

Chest wall 
(Ribs) 

E. S. Typical 


2002 

Tumor recurrence 

Ribs & soft 

Primary 




tissue 

diag.(Histopath) 

11. 

2000 

4 H/F 

Scalp 

E. S. 

12. 

2002 

9/F 

Humorous 

E. S. 

13. 

2003 

25/F 

Humorous 

' E.S. 


Table IB: Extra-skeletal group 


S.No. 

Year 

Age/Sex 

Anatsite 

FNAC 

14. 

1996 

6/F 

Thigh 

EES-pPNET 

15. 

1997 

17/F 

Chest wall 

pPNET 

16. 

1998 

15/F 

Iliac fossa 

pPNET 

17. 

2000 

23/M 

Breast 

pPNET 

18. 

2002 

15./F 

Chest wall 

pPNET 

19. 

2002 

9/F 

Chest wall 

pPNET 

20 

2002 

167M 

Thigh 

Hematoma 

21. 

2003 

25/M 

Thigh 

ESS-pPNET 


Abbreviation. 

/. E. S: 

2. E.S: 


Ewing s sarcoma typical 
Atypical Ewing s sarcoma-atypical. 


3. EES- pPNET: Extra-skeletal Ewing's sarcoma. 

4. pPNET: Primitive peripheral neuro¬ 

ectodermal tumor. 

cytoplasm (Fig 1-3). The atypical Ewing’s Sarcoma smears 
showed considerable variation in tumor cell size from small, 
intermediate to large one with prominent nucleoli. The 
tumor cells were more cohesive with molding and clustering 
(Fig-4). In the extra-skeletal group, 2 types of smears 
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Fig 3. Ewing 's Sarcoma Extra Skeletal pPNETpattern. Shows 
dusters of tumors cells with ill formed rosettes MGG x -100 


Fig 2. Ewing Sarcoma Skeletal. Shows dispersed monomorphic Fig 5 Ewing 's Sarcoma Extra - skeletal pPNET smear pattern 

tumor cells with vacuolated cytoplasm MGG x 400. Shows clusters of monomorphic round cells MGG x 400 


Fig 4. Ewing 's Sarcoma Skeletal (Atypical): Shows considerable 
variation in tumor cells in dusters with molding MGG x 400 L 


Fig 6 Ewing 's Sarcoma Skeletal Shows clusters of tw o type of 
tumors cells large pale & small dark intimately 

mixed MGG x 400 


Fig . I. Ewing s Sarcoma Skeletal Shows loose dusters & 
dispersed round tumor cells MGG x 200. - 
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patterns observed were labeled as pPNET and EES-pPNET 
pattern The pPNET pattern seen in 5 eases (3from chest 
wall. 1 from male breast and 1 from pelvic soft tissues) 
showed 2 tvpes of cells, the round to elongated with more 



Fig ' Psudo- rosette from chest wall tumor. Shows purplish 
fibrillar material in center surrounded by tumor cell 

\ IGG x -100. 

deeply stained nuclei, ill defined scanty cytoplasm. Tumor 
cells however, were more cohesive with striking clustering, 
molding and pscudorosettes with fibrillary material in the 
centre The background was clean (Figs 5-7). The EES- 
pPNET pattern observed in 2 cases from thigh showed an 
intermediate picture with dispersed vacuolated cells of 
skeletal Ewing's Sarcoma and many pseudo-rosettes of 
Homer-Wright as t>pe observed in pPNET pattern (Fig X). 

Discussion: 

Ewing's Sarcoma (E S). extra-skeletal Ewing's 
Sarcoma (EES) and primitive peripheral neuro-ectodcrmal 
tumors (pPNET) arc members of a family of tumors of 
ncuro-cctodcrmal origin 1 Ewing's Sarcoma represents the 
most undifferentiated & the pPNET. the most difterentiatcd 
end of the spcctnim 2 '' The two ends of the spectrum differ 
in morphologv as well as in neuronal differentiation.' 
However in addition to common hitogensis. this family of 
tumors share the common cvtogcnetic & molecular 
changes ’ ‘which involve the translocation of Ewing's 
Sarcoma gene on chrosome 22(22q 12) on to a number of 
other genes like Fli-1 on chromosome 11(11 q24) in 90% 
of cases & ERG on chromosomc21(2 1 q22) ,ETV1 on 
chromosome 7 (7p22) & rarely others The tumors also 
share expression of glvycoprotein surface antigen p3()/32 
(mic')/CD99. a cell membrane protein of unknown function 
that is the product of a pseudo-autosomal gene located on 
the short arm of the sex chromosomes" Tins translocation 
is shared bv olfactory ncuro-blastoma & mesenchymal 
chondro-sarcoma^ .which can easily be differentiated 
otherwise from the Ewing's sarcoma family of tumors 
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However CD99 expression is not specific for Evvinc’s 
sarcoma family of tumors but is shared by a number of 
tumors both in children & adults* 6 - 40 CD99 expression is 
rccogni/cd by various monoclonal antibodies 013 HBA71& 
12E7 & sensitivity of 98% is reported’ 044 The evaluation 
of the fusion products of the specific chromosomal 
translocations t(ll;22) (q24;12) & t (21;22) (q22;q!2) by 

RT.PCR is more specific However, most of these tumors 
can be diagnosed on morphology alone particularly plastic 
sections in the context of clinical, laboratory & X Ray 
details 0 - 41 and only a few cases require immuno- 
histochemistry & ultra -structural studies 45 . Morphology 
in FNAC smears is much better appreciated than in 
paraffin-embedded sections, without resorting to plastic 
embedded section to save the time & cost of the procedure 
The FNAC of ES-EES typical & atypical variants & pPNET 
has been reported in the literature. 4 ,J?046 . The author 
reviewed 21 such tumors over a period >12 years. The 
smears from skeletal sites irrespective of tvpical and atypical 
Ew ing's sarcoma with the past history of tumor diagnosis 
by histopathology in the atypical Ewing's sarcoma were 
fairly characteristic to offer the diagnosis. Irt the Extra- 
Skeletal group the smears from the chest wall, male breast 
and thigh were again characteristic to offer the correct 
diagnosis In the tumor from the pelvis tissues smears 
were suggestive and demanded confirmation by open 
biopsy/ancillary studies. 



Fig H. Ewing's Sarcoma Extra-Skeletal from thigh Shows dispersed 
monomorphic round tumor cells like typical 

£ wing’s Sarcoma Skeletal & many pseudo- rosettes like Extra-Skeletal 
Ewing's Sarcoma (EES -pPNET Pattern) MGG x 200. 

The differential diagnosis on FNAC as on histopathology 
includes other round cell tumors like metastatic 
neuroblastoma, rhabdomv sarcoma and NHL in children & 
metastatic small cell ana-plastic carcinoma & NHL in adults. 
Smears of neuroblastoma show smaller cells with high N/ 
C ratio. Homcr-Wright rosettes & ncurophil matrix. The 
undifferentiated form of this tumor however cannot be 
distinguished Irom pPNET on morphologv - alone without 
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ancillary studies. Rhabdomyo sarcoma smears show- 
clusters & dispersed tumor cells more pleomorphic with 
small & large cells including some spindle & multinuclcatc 
ones with scanty to abundant dense cytoplasm & more 
coarcr chromation & more prominent nucleoli. Some eases 
may show myxoid or bubbly appearance in the background 
due to glycogen rich cytoplasmic fragments. Smears of 
the non- Hodgkin's lymphoma may show- monomorphic 
round cells with scanty basophilic cytoplasm in 
lymphoblastic lymphoma or mixed large & small cells in 
large cell lymphoma with dispersed cells & some cell 
clusters may be seen. However numerous Ivmpho-glandular 
bodies arc clue to the diagnosis. The metastatic small cell 
anapiastic carcinoma show small to medium sized tumor 
cells with scanty, cytoplasm coarser chromativc, indistinct 
nucleoli, nuclear molding, cell clusters,, nuclear breakdown 
& mitotic figures. The PAS positively reported in 2/3" 1 of 
typical Ewing's sarcoma is also reported in 10-50% of 
pPNET and rhabdomvsarcoma and therefore, hardly of 
any help in differential diagnosis. 

The division into skeletal and extra-skeletal tumors 
appears more relevant than sub typing into Ewing’s, EES- 
pPNET and pPNET. The skeletal Ewing’s tumors are 
usually typical. Atypical variant constituting 5% of tumors 47 . 
The pPNET of the bone is rare. In the Soft tissues the 
tumors are invariably of pPNET morphology. The Skeletal 
Ewing's sarcoma arc known to have a 5 year survival of 
75% The Skeletal Ewing's atypical tumor is believed to 
have some outcome as the typical tumors 44 . The Extra- 
Skeletal pPNET on the other hand have 20-30% survival 4 *. 
This outcome between Skeletal & Extra-Skeletal Ewing’s 
family of tumors, therefore, may not be dependent on 
morphologic differentiation, but related to large size, poor 
circumscription & deep location of Extra-Skeletal tumors. 
The outcome has also been related to type of fusion. The 
tumors with EWS/FL-I exon 7/6-fusion ty pe (type I) have 
a better prognosis than those with EWS/FL-I exon 7/5- 
fusion type (type II)” 

In summary, therefore, FNAC is very' useful, economic 
& quick procedure in the diagnosis of Ewing's sarcoma 
family of tumors. In authors experience accurate diagnosis 
can be made in Skeletal tumors irrespective of differentiation 
typical or atypical on the morphology- alone. In the Extra- 
Skeletal sites superficial tumors in the Chest Wall (Askin's 
tumor) or in lower limbs can also been diagnosed with fair 
amount of confidence. The success in the deep Soft tissue, 
para-vertebral & pelvis would depend on the yield of tire 
material & would need biopsy/ancillary' studies for 
confirmation in scanty material & atypical cases. FNAC is 
also useful in long follow up of there cases for diagnosis 
of recurrence or rarely intercurrent second malignancy- 49 - 50 
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RECOMBINANT dna therapy in medicine 

vijay Gupta MBBS, MD, DM, MM AMS; Jitendra Singh MD; Renu Bala MBBS; Rahul Magazine MBBS 

Introduction: 

Recombinant DNA technology has revolutionized biology and is having an ever 
increasing impact on clinical medicine. Much has been learned about human genetic 
disease from pedigree analysis and study of affected proteins, but in many cases 
where specific genetic defect is un- known, these approaches cannot be used. The 
new technology cir- cumvents these limitations by going directly to the DNA molecule 
for information. Manipulation of a DNA sequence and the construction of chimenc 
molecules, so-called genetic engineering, provides a means of studying how a specific 
segment of DNA works. 


JK-Practitloner 2003;10(4):315-318 
From the Department of 
Medicine, Govt. Medical 
College, Jammu, India (Prof. 
Gupta, Singh, Bala, Magazine) 
Received March 2003 
Accepted June 2003 
Correspondence: Prof. Vijay 
Gupta, Head Deptt. of Medicine 
Govt. Medical College, Jammu. 


History: 
1651 - 
1677 - 

1866 - 


William Harvey proposed the idea that all animals develop from eggs. 
Antoni van Leeuwenhoek believed that sperm contained a child in 
miniature, which grew larger inside the female’s body. 

Gregor Mendel published his groundbreaking studies on inheritance in 


peas. 


1879 - Herman Fol and Oscar Hertwig observed the union of egg and sperm in 

animals. 

1889 - August Weismann believed that variations in offspring result from the 

union of a substance from the parents. 

1944 . Oswald T. Avery demonstrated that DNA carried the ge- netic information 

in bacteria. 

1953 - James Watson and Francis Crick proposed the now-famous double¬ 
helix model of DNA. 

Mid-1980s- Human genome project was initiated. 

Recombinant DNA Technology: Recombinant DNA technology is genetic 
engineering which effects artificial modification of the genetic constitution of a living 
cell by introduction of foreign DNA through ex- perimental techniques. 

Tools of Recombinant DNA Technology: The various “biological tools” used to 
bring about genetic manipulations are - 

A. Enzymes e.g. Restriction Endo nucleases. Exonucleases etc. 

B. Passenger DNA: foreign DNA (insert DNA fragment) which is passively 
transferred from one cell to another cell of organ is known as passenger DNA. 
e g. cDNA (Complimentary DNA), synthetic DNA etc. 

C. Vector or vehicle DNA: The DNA which acts as the carrier is known as the 
vector or vehicle DNA. e.g. Bacterial plasmids, Bac- teriophages, Cosmids etc. 

Stages of Recombinant DNA Technology: 


1 . 


II. 


Isolation of specific DNA (insert DNA): The genomic DNA is very large in 
size. Isolation of a specific fragment of DNA can be achieved by splicing or 
cleaving brought about by a group of key enzymes called “restriction 
endonucleases”. 

Restriction endonucleases: (They are compared to chemical knife). Certain 
endonucleases, enzymes that cut DNA at specific DNA sequences within the 
molecule are a key biological tool in recombinant DNA technology (Genetic 
engineering). 

Chimeric or Hybrid DNA. The main aim of genetic engineering is to insert 
DNA of interest (passenger DNA) into 

a vector DNA so that the DNA fragment replicates along with the vector after 
annealing. This hybrid combination of two fragments of DNA is referred to as 
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♦ 

III. 


DNA or hybrid DNA or recombinant DNA. 


Steps for preparation: 

A circular plasmid vector is first cut with a specific "restriction endonu- clease” If Eco R I is ucnH «.*; 

with TTAA sequence on one DNA strand and AATT sequence on the other strand are produced ’ ^ 

The human DNA (passenger or insert DNA) is also cut with the same restriction endonuclease so that th P c* 
sequences are produced on the sticky ends of the cut piece. Samc 

Next, the vector DNA and human cut piece DNA are incubated together so that "annealing" occurs The 
other b ° th VCCt ° r 311(1 hUman DNA haVC COmplementary sec l uence s hence they come into contact with ead[ 


The enzyme "DNA Ligase" is allowed to act on the hybrid or chimeric DNA molecule. The enzyme joins the two 
fragments by convalent phosphodiester linkages between the vector and insert molecules. ° 

Cloning of Chimeric DNA: 

What is a clone ? 


A clone is a large population of identical molecules, bacteria or cells that arise from a common ancestor 

This cloning allows for the production of a large number of identical DNA molecules which can then be characterize 
or used for various purposes. 

The chimeric DNA contained in a plasmic vector or phages or cosmids can be introduced into bacterial cells 

E. Coh strain C 101 by a process called transfection. The replicating bacterial cell (host cell) permits the-amplif,cation 
of the chimenc DNA of the vector. 

In this way, cloning results in the production of large number of identical target DNA molecules. The cloned 

target DNA is released from its vector by cleavage using appropriate restriction endonucleases, iso lated characterized 
and used for various purposes. 

Gene Library: By the combination of restriction enzymes and various cloning vectors the entire DNA of an 
organism can be packed into a suitable vector. 

DNA Probes: Probes are used to search libraries for specific genes or cDNA molecules. Gene libraries contain 
large numbers of DNA fragments and it is extremely difficult to find out or choose a specific DNA sequence of 
interest from these. 


Forms of Gene Therapy: 

i) Germ - line gene therapy: Would allow transmission of the modified genetic information to the next generation 
and is not currently accepted as an appropriate therapeutic approach. For ethical reasons, opposition to 
germ-line gene therapy is likely to continue in the forescable future. 

ii) Somatic gene therapy: refers to modification of the so- matic, differentiated cells of the body. It is used in 
an effort to correct inherited diseases such as cystic fibrosis and acquired disorders such as rheumatoid 
arthritis or malig- nancies. 

A growing use of gene therapy involves transient gene ex- pression to treat a variety of diseases. 

Gene therapy is now being considered or used for:- i) Killing cancer cells ii) Providing chromoprotection to 
normal cells, iii) Preventing coronary restenosis or enhancing vascu- larization. iv) Providing DNA - based 
immunization (e.g. viral DNA), in which the injection of DNA results in antigen ex- pression and generation 
of an immune response; and v) impairing viral replication. 

Somatic Cell Gene Therapy: Two approaches can be used to de- liver genes to somatic cells. 

Ex vivo gene therapy: involves the removal of cells from patient, the introduction of therapeutic gene(s) using 
viral or non-viral vectors, and the autologous transplantation of the gene-corrected cells into the patient. 

In vivo gene: therapy refers to the direct delivery of the therapeutic gene to the target sites of pathology of the 
diseased individual (e g. IV infusion, stereotaxic infection). 

Gene transfer vectors: A vector or vehicle is required to transfer a gene to an appropriate cell. Two major classes of 
vectors are used for transferring nucleic acids into cells for the purposes of gene therapy:- 
i) Viral and and ii) Non viral vectors 

i) Viral vectors: have been genetically engineered so that the viruses transfer exogenous (therapeutic) nucleic acids 
into cells through a process called as transduction. These viruses include:- Retroviruses (RV), Adenovirus (AV), 
Lenti virus (LV), Adeno- associated virus (AAV) 8 Herpes simplex virus (HSV). 
u) Non viral vectors. Consist of nucleic acids that are typically complexed with other chemicals to facilitate gene 
transfer. Al- though non-viral vectors offer improved safety by avoiding viral components, their gene transfer 
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efficiencies are generally much lower than those of viral vectors. 

APPLICATIONS of recombinant dna technology 

Recombinant DNA technology (genetic engineering) has revolutionized the application of molecular biology to medical/ 
agricultural sciences that has immensely benefitted the mankind. 

A few of the useful practical applications of recombinant DNA technology are listed below:- 


j Gene Mapping Localized Specific 

Genes to Distinct Chromosomes: Somatic cell hybridization and in situ hybridization are two techniques used to 
accomplish localising gene. 

Table: Localization of human genes. 


Gene 

Chromosome 

Insulin 

11 pi 5 

Prolactin 

6p23-q12 

Growth hormone 

17q21-qter 

a-Globin 

16p12-pter 

p-Globin 

11 PI 2 

Adenosine deaminase 

20q13-qter 

Phenylalanine hydroxylase 

12q24 

Hypoxanthine-guanine 
phosphoribosyl transferase 

Xq26-q27 

DNA segment G8 

4p 


Disease 


Growth hormone deficiency 
a-Thalassemia 
p-Thalassemia, Sickle cell 
Adenosine deaminase deficiency 
Phenylketonaria 

Lesch-Nyhen syndrome 
Huntigton's chorea 


I. 


♦ 

♦ 

♦ 

♦ 

♦ 


Table: Examples of Genetically Engineered Recombinant Proteins used in Medicine 


Recombinant Proteins 
Hormones growth factors 

Growth hormone (GH) 

Insulin r like growth factor 1 (IGF-1) 
Insulin 

Follicle stimulating hormone (FSH) 
Luteinizing hormone (LH) 


Clinical Applications 

(The efficiency an approval of some of these agents remain 
and under investigation) 

Growth hormone deficiency 

Growth disorders resistant to growth hormone. 

Diabetes Mellitus 
Ovulation induction. 

Ovulation induction. 


2. Proteins can be producedfor Research & Diagnosis: Examples of Recombinant Proteins are listed in the following 
table. 

3 . AIDS Test: By using recombinant DNA techniques, the diagnosis like AIDs by laboratory has become simple and 
rapid. 

4. Diagnosis of molecular diseases: Many genetic diseases that yield developmental abnormalities can be detected by 
character- istic patterns in DNA primary structure. Such mutational changes in DNA sequences are identified by 
restriction fragments analysis and Southern blotting, using appropriate DNA probes. Analysis of this type could be 
done in understanding the molecular basis of diseases like sickle cell anaemia, thalassemia, familial hyperc¬ 
holesterolemia, cystic fibrosis etc. 

5. Prenatal diagnosis: If the genetic lesion is understood and a specific probe is available prenatal diagnosis is possible. 
DNA from cells collected from as little as 10 ml of amniotic fluid or by chorionic villi biopsy can be analyzed by 
Southern blot transfer. 

6 . Application in forensic medicine: Advances in genetic engi- neering have greatly helped to specifically identify 
criminals and settle the disputes of parenthood of children. The restriction analy- sis pattern of DNA of one individual 
will be very specific (DNA finger printing), but the pattern will be different from person to person. 

7. Transgenesis: The somatic gene replacement therapy will not pass on to the offspring. Transgenesis refers to the 
transfer of genes into fertilized ovum which will be found in somatic as well as germ cells and passed on to the 
successive generations. 

Note: The above depicts the brighter aspects of genetic engineering. But it is to be remembered that there are likely 
“hazards” also. e.g. by any change, in the course of cloning using bacterial vectors, some drug- resistant or 
harmful bacteria are produced and released, the new vari- eties may cause incurable diseases to the humanity and 
the live-stock. Scientists should use the technology for useful purposes only like atomic energy and not for 
harmful purposes to humanity. 
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8 . Pedigree analysis: --- 

9. Polymerase chain reaction: It is a method of amplying a target sequence of DNA. The PCR is used (1) to d 
infectious agents (2) to make prenatal genetic diagnoses (3) to detect allelic poly- morphisms; (4) to studv 

and (5) to establish precise tissue types for transplants. y * ut, °n; 

10 Gene therapy: Gene therapy is generally defined as the delivery of nucleic acids to alter or prevent a pathologic 


Table: Examples of Disorders 

Disease 

I. In ted diorders 

♦ Cystic Fibrosis 

♦ Familial hypercholesterolemia 

♦ Hemophilias A and B 

♦ Thalassemia p 

♦ Immunodeficiencies 

♦ Metabolic disorders 

♦ Duchenne’s muscular dystrophy 

♦ Retinitis Pigmentosa [recessive] 

♦ Lesch - Nyhan 

♦ Retinitis pigmentosa (dominant) 

♦ Sickle cell disease 

♦ Cystie fibrosis 

II. Cardiovascular diseases 

♦ Coronary Artery Stenosis 

♦ Peripheral vascular disease 

♦ Hypertension 

III. Cancer 

♦ Many types 


IV. Infectious diseases 

♦ Viral diseases 

♦ Many 

V. Miscellaneous 
Rheumatoid arthiritis 
Parkinson's disease 
Neurodegenerative disease 

References 


Potentially Amenable to Gene Therapy 

Gene Therapy Strategy 
Gene Addition 

Express CFTR [Cystic fibrosis transmembrane regulatorl in 
pulmonary system and / or Gl tract. 

Express LDL-receptor in liver 

Express Factor VIII or IX and secrete in circulation 

Express normal globin in RBCs. 

Express mutant genes, such as adenosine deaminase 
Express missing enzymes or transporters. 

Express mutant dystrophin protein muscle cells. 

Express normal protein in retina. 

Gene Correction 

Modify hypoxantine phosphoribosyl transferase locus 
Correct missense mutation. 

Correct p globin mutation. 

Correct 0 F 508 mutation in pulmonary system. 

Modify vascular biology 

Block cell proliferation in vessel wall. 

Induce angiogenesis. 

Express genes (e.g. tissue kallikrein) to induce vasodilation) 
Multiple Approaches 

Express immunostimulants in or near malignant cells. 
Express toxic genes in tumor cells (e.g. herpes simplex 
virus TK) 

Express genes in normal cells to protect from 
chemotherapy. 

Express genes that block viral replication or function, 
including ribozymes, decoys, dominant negative proteins. 
Express antigens as recombinant vaccines. 

Express anti-inflammatory cytokines in joints. 

Express gene required for L-dops synthesis instriatum. 
Express neurotrophic factors. 
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IRRITABLE bowel syndrome-current concepts 


Snoaber J. Mir MBBS; Showkat Bashir MD 


Irritable bowel syndrome (IBS) is one of the most common functional 
gastrointestinal disorder encountered worldwide. This bowel disorder comprises 
of abdominal pain associated with defecation or a change in bowel habit with 
features of altered defecation and distension with no demonstrable abnormality. 
The diagnosis is based on clinical findings and the exclusion of other disorders. 
The treatment of IBS still involves a comprehensive, multidisciplinary approach 
that includes medical management of dominant symptoms, dietary modifications 
and, possibly, psychotherapy. 


Dcpnition 

Since mid-1970’s there have been significant gains made in our 
understanding of IBS. We have witnessed a progression from attributing IBS 
to psychosocial issues to understanding that IBS is a disorder of visceral 
hypersensitivity, abnormal gut motility and complex “brain-gut” interactions. 

The irritable bowel syndrome is defined on the basis of the recently modified 
Rome criteria as the presence for at least 12 weeks (not necessarily consecutive) 
in the preceding 12 months of abdominal discomfort or pain that cannot be 
explained by structural or biochemical abnormalities and that has at least 2 of 
the following 3 features: pain is relieved with defecation, its onset is associated 
with a change in the frequency of bowel movements (diarrhea or constipation), 
or its onset is associated with a change in the form of the stool (loose, watery, 
or pellet-like).’ 

Visceral hypersensitivity in IBS patients has been well studied and it appears 
that balloon inflated in rectum of IBS patient is perceived painful at much 
lower threshold than in normal patient, a concept known as allodynia Previous 
studies have demonstrated that patients with IBS have discrete clustered 
contractions in the small bowel associated with pain’, while other patients with 
IBS have prolonged contraction within the colon, especially postprandially . 
Recently, attention has focused on the “brain-gut” interactions in the IBS patient. 

Epidemiology 

IBS remains one of the most common medical conditions diagnosed in 
primary care practice today. In the western world, IBS accounts for nearly 
12 % of primary care patient visits and approximately 28% of referrals to 
gastroenterologist. For many, IBS is a disorder that affects all aspects of life 
and significantly reduces the quality of life. Recent European and American 
epidemiologic investigations do validate that there is a high prevalence of IBS. 
especially in women aged 35-44 years and also confirm significant impact of 
this disorder on healthcare utilization, functional status and quality of life. This 
recent data also highlights the current lack of effective treatment, and points to 
the need for newer treatments for this common ailment. 5 - 6 - 78 

Pathophysiolgic Features 

Altered bowel motility, visceral hypersensitivity, psychosocial factors, an 
imbalance in neurotransmitters, and infection have been proposed to play a 
role in IBS. 
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1. Altered Bowel Motility 

Over the past 50 years, alterations in motility of the 
colon and small bowel have been described in patients 
with the IBS. Psychological or physical stress’ and 
ingestion of food' may alter the contractility of the 
colon. Abnormal motility of the small intestine during 
fasting, such as loss of the migrating motor complex” 
and the presence ofboth discrete, clustered contractions 
and prolonged, propagated contractions,’ has been 
described in patients with the irritable bowel syndrome. 

2 . Visceral Hypersensitivity 

Balloon-distention studies of the rectosigmoid have 
shown that patients with the IBS experience pain and 
bloating at balloon volumes and pressures that are 
significantly lower than those that induce pain in control 
subjects, a phenomenon referred to as visceral 
hypersensitivity. This hypersensitivity may exist at the 
enteral or neural level either in afferent or efferent 
pathways, especially in neurogenic areas rich in 
catecholamines and serotonin. 

3. Psychosocial Factors 

Psychological stress can alter motor function in the 
small bowel' and colon”, both in normal subjects and 
in patients with the irritable bowel syndrome. Up to 60 
percent of patients have psychiatric symptoms such 
as somatization, depression, and anxiety, and patients 
with a diagnosis of the IBS are more likely to have 
these symptoms than arc persons who have never 
sought medical care for bowel problems.’,” The 
presence or absence of a history of abuse in childhood 
(sexual, physical, or both) is correlated with symptom 
severity in IBS patients.’ 
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After a complete history haTbecn obtained, 
with lower gastrointestinal tract symptoms should undergo 
a complete physical examination and laboratory testing 
including a complete blood count, blood-chemistry tesk 
liver-function tests, and measurement of thyrotropin The 
diagnosis of the IBS is suggested when patient’s symptoms 
meet the Rome criteria. In the majority of cases, there arc 
no abnormalities on physical examination or laboratory 
testing and there are no findings suggestive of a structural 
disorder. Therefore, the IBS can be reasonably diagnosed 
on the basis of flexible sigmoidoscopy alone, in patients 
who are less than 50 years old, or colonoscopy, in those 
who are 50 or older; barium enema and flexible 
sigmoidoscopy are often substituted for colonoscopy. I n 
patients with diarrhea, a biopsy specimen should be obtained 

from the mucosa of the descending colon to rule out 
microscopic colitis. 

Any abnormalities on physical examination or laboratory 
testing or if an alarm symptom is present, further evaluation 
with tests, such as colonoscopy, CT Scan of the abdomen 
and pelvis, and radiology of the small intestine. Alarm 
symptoms include gastrointestinal bleeding such as occult 
blood in the stool, hematochezia, or anemia; anorexia or 
weight loss; fever; persistent diarrhea causing dehydration- 
severe constipation or fecal impaction; a family history of 
gastrointestinal cancer, inflammatory bowel disease, or 
celiac sprue; and the onset of symptoms at the age of at 
least 50 years. In 1985, the American College of Physicians 

recommended the use of alarm symptoms to guide 
treatment 

Treutment 


4. Neurotransmiller Imbalance 

Recent studies show that neurotransmitters are involved 
in the pathogenesis of the IBS. About 95% Serotonin 
is in the gastrointestinal tract, within entero cells, 
neurons, mast cells, and smooth-muscle cells. When 
released by enterochromafmee cells, serotonin results 
in such physiological responses as intestinal secretion 
and the peristaltic reflex and in such symptoms as 
nausea, vomiting, abdominal pain, and bloating.’ 
Preliminary evidence suggests that patients with IBS 
have increased serotonin levels in plasma and in the 
rectosigmoid colon.’” 

5. Infection and Inflammation 

There is evidence that inflammation of the enteric 
mucosa or neural plexuses initiates or contributes to 
symptoms associated with IBS. 

Diagnosis 

In clinical practice, diagnosis is based on clinical 
symptoms and limited diagnostic screen, taking into 
account w arning features suggestive of organic disease. 


When the irritable bowel syndrome is diagnosed the 
establishment of trust in the physician - patient relationship 
should be given a high priority in order to maximize the 
efficacy of treatment and minimize “doctor shopping.” 

A diary of food intake and symptoms can be useful in 
identifying foods that may be associated with symptoms 
of the IBS. Some patients benefit from avoiding or limiting 
their intake of caffeine, alcohol, fatty foods, gas-producing 
vegetables, or products containing sorbitol, such as 
sugarless gum and dietetic candy. The avoidance of 
constipating foods and the addition of 20 to 30 g of fiber 
per day either in the diet or in the form of supplements 
such as bran, polycarbophil, or a psyllium derivative may 
help relieveconstipation 24 - 25 - 2627 

A rational approach to treating the IBS uses the patient’s 
symptoms as a guide. For patients in whom the disorder 
is manifested predominantly as abdominal pain, a variety 
of medications have been used. Antispasmodic agents may 
reduce abdominal pain or bloating, in refractory cases, 
nitrates are occasionally useful for direct relaxation of 
smooth muscles. A recent meta-analysis showed 
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7T""tiveness of antispasmodic agents and tricyclic 
ynds in treating selected patients with the irritable 
^\e\ syndrome. ’ Small studies have shown that tricyclic 
k°' V ounds in low doses relieve unexplained abdominal 
C ° mP Sidc effects like sedation, dry' mouth and eyes, and 
^cht gain limit t,lc use P rimar >' tricyclic amines. 
' ve B n( jarv tricclic amines such as nortriptyline and 
desipramine may be less likely to have side effects. 
d Possible role of Serotonin in the pathogenesis of the 
IBS led to development of two new agents - alosetron, a 

_receptor antagonist, and tegaserod, a 5-HT4 

i t _ have been shown to diminish visceral sensitivity 
rectal distention in women who have diarrhea as the 
dominant symptom of the irritable bowel spdromc and 
^those who have constipation as the predominant 
symptom, respectively. 31 - 32 

The patients with diarrhea-predominant irritable bowel 
svndrome, antidiarrheal agents such as loperamide" and 
diphenoxylate may help decrease the frequency of bowel 
movements and improve the consistency of stool. In a 
study of women with this form of the irritable bowel 
svndrome, alosetron prolonged colonic transit, reduced 
the frequency of bowel movements and the urge to 
defecate, improved the consistency of stool, and decreased 
abdominal pain. However, this drug has been removed from 
the market because of side effects such as severe 
constipation, ischemic colitis, and bowel perforation. In 
uncontrolled diarrhea, cholestyramine has been used to 
bind bile acids that may be responsible for increased 
secretion and decreased absorption of water in the colon. 
In refractory cases, a short course of antibiotics may 
reduce the diarrhea, presumably by altering the intestinal 


flora. 

The patients with constipation-predominant irritable 
bowel syndrome, high-fiber diet may alleviate constipation 
and related symptoms such as abdominal pain and 
tenesmus. Constipation can also be safely treated with 
osmotic laxatives such as nonabsorbable carbohydrates 
(lactulose and sorbitol), milk of magnesia or magnesium 
citrate, or a polyethylene glycol solution. Two new classes 
of compounds, aminoguanidine indoles such as tegaserod 
and benzofurans such as prucalopride, act specifically on 
5-HT4 receptors. These agents shorten the transit time in 
the colon and small intestine, increase the frequency of 
bowel movements, and increase the softness of stools.. 
Tegaserod is the one recently approved by FDA in this 
group of patients. 


Summary 

The interaction between psychosocial factors and the 
genesis of all forms of the irritable bowel syndrome is 
poorly understood. The most provocative observations in 


this respect are that persons with the syndrome who seek 
care arc those in whom the syndrome is accompanied by 
a psychiatric disorder and that the syndrome may develop 
in patients who have both infectious gastroenteritis and a 
psychiatric disorder. The potential benefits of supportive 
therapy, relaxation exercises, hypnosis, cognitive behavioral 
therapy, and psychodynamic interpersonal psychotherapy 
are well recognized.” 

The irritable bowel syndrome is a common disorder 
that has a pronounced effect on the quality of life and that 
accounts for a large proportion of health care costs. 
Common pitfalls in diagnosing and treating this disorder 
include unnecessary repetition of tests. More to establish 
trust in the physician - patient relationship, and failure to 
provide the patient with realistic expectations regarding 
the efficacy of medications. A concise diagnostic evaluation 
and prompt institution of symptom-guided therapy can 
help alleviate the pain and suffering experienced by patients 
with the irritable bowel syndrome. 
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oicURRENT PREGNANCY LOSS / RECURRENT ABORTION/ 
RECURRENT MISCARRIAGE/HABITUAL ABORTION 


Tabassum Parveiz M.D. 

Definition: 

RPL is defined as 3 or more consecutive spontaneous 
abortions before 20 wks of gestation or a fetal weight less 
than 500 gms. 

♦ 2 Types - Primary Aborters: Women without a previous 
livebom infant 

Secondary Aborters: Women with atleast one prior 
livebom infant 

Incidence: 0.5 - 1% of all pregnancies. 


i) Autosomal trisomies (40 - 50%) 

□ Includes 13, 16* 18, 21 and 22. 

ii) Monosomy X - (20-25%) 

D Have a karyotype 45 X. 

□ If pregnancy is not aborted : identified at birth 
as individual with Turner’s syndrom. 

iii) Polyploidy - Triploidy (16%) 

- Mostly seen in IVF conceptuses 

- Triploid fetus may result in formation of V. mole 


Recurrence Risk: 

The reproductive H/o patient is very important as relative 
risk of abortion increases with no. of previous pregnancy 
failures. 

No. of Prior losses % Risk of loss in next pregnancy 


Alleast one live born infant 
0 
1 

2 

3 

4 

No live born infant 
2 or more 

Etiology: In 50 % cases 


12 % 

24 % 

26 % 

32 % 

26 % 

40 - 45 % 

Probable cause is identified 


1. Genetic factors: (5%) 

A) Chromosomal abnormalities of conceptus 

♦ Are a common cause of early sporadic abortion [single 
losses] but not a major cause of RPL 

♦ Responsible for 50-60% of l 5 ' TM abortion. 

♦ Most common are aneuploidies, which are present in 
80% of blighted ova and 5-10% abortion in which fetus 
are present. 

♦ Are detected by examination of POC. 

♦ Occur due to errors of maternal or paternal meiosis I 
or II, super fecundation of an egg by 2 sperms of 
form a chromosome division in absence of cytoplasmic 
division with advancing maternal age or due to 
fertilization of ageing ova or sperm. 


B) Parental chromosomal abnormalities (3-5%) 

- Is higher in couples who have not experienced 
a live birth. 

- The structural re-arrangements could be dc- 
nova. Occurring during gametogenesis or could 
be inherited from one of the parents who is a 
carrier for these abnormalities. 


Includes: 

♦ Translocations - 2/3 ,d reciprocal balanced translocation 

- I /3 rd Robertsonian translocation 

- Translocation carriars are phenotvpically normal. 

♦ Others - 

- Inversions 

- Mosaicism 

II. Anatomic abnormalities of uterus (10-15%) 

- Usually responsible for 2'" 1 Tm abortion 

- May be congenital or acquired 

A) Congenital - 

a) Mullerian duct abnormalities - 

1. Unicomuate uterus 2. Bicomuate uterus 
3. Septate uterus 4. Didelphic uterus 

b) DES exposure in utero - 

Can cause multiple uterine anomalies most common 
hypoplasia contributing to I s 'and 2" J Tm spontenous 
abortion, incompetent cervix and prematiure labour. 

c) Uterine artery anomalies - 

B) Acquired - 

1. Cervical incompetence - 

- May be congenital (rare) or acquired (iatrogenic) 
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- Usually late 2 nd Tm abortion. 

- Caused by - cervical trauma 

Following D&C, Vaginal operative delivery 
through an undilated cervix, amputation of 
cervix, cone biopsy. 

2. Intrauterine adhesions (synechiae) - 

- Result from intrauterine infection combined with 
surgical trauma like - postabortal or postpartum 
curettage for retained POC. 

- Tubercular endometritis. 

3. Submucus fibroids - 

Less common causes includes 

4. Endometriosis 

5. Retroverted uterus 

III. Endocrine abnormalities (10 -15%) - 

a) Luteal phase deficiency - 

In adequate endometrial maturation due to 
insufficient progcstcron - early pregnancy loss. 

♦ There is much controversy about LPD as a cause 
of RPL. 

♦ Decreased progesteron level is the effect rather 
than cause of abortion. 

b) Polycystic ovarian syndrome - (PCOS) 

♦ In RPL, 82% pt. Shows a evidence of PCOS. 

♦ Hypersecretion of LH, may lead to 

1. Direct inhibition of oocyte maturation 
inhibitor (omi) leading to production of 
physiologically aged oocyte. 

2. Altered synthesis of prostaglandins. 

3. Increased androgen systhesis by theca cells. 

4. Production of abnormal glycoform of LH 
causing abnormal signal transduction and 
anovulation. 

c) Thyroid deficiency - 

♦ Unlikely cause of RPL. 

d) Diabetes - 

Poorly control diabetes with elevated blood sugar 
and glycosylated Hb in first Tm. 
c) Androgen and Prolectin disorders- 
can lead to corpus leuteum dysfunction. 

IV. Infections - (5%) 

♦ More likely to cause sporadic loss. 

♦ Uterine or disseminated. 

List includes - 

Syphilis. Rubella, Herpes, Cytomegalovirus, Listeria. 
Toxoplasmosis. Ureaplasma. Brucella, Mycoplasma, E.coli. 
Tubercular bacilli. 

V. Immunological factors - (20 - 40%) 

a) Abnormal cellular immuno response - (Embryo/ 
trophoblast toxic factors/cytokines) 

Trophoblast antigens -+ —a macrophages 


and lymphocytes —a abnormal cellular response 

by TH1 cells -a release of cytokins, IFN - g 

and TNF -a inhibit in-vitro development of embryo 
b) Abnormal humoral immune response. 

1. Autoimmune factors 

Include antiphospholipid antibody syndrome 

(APAS), SLE. 

♦ Antibodies are formed against negatively 
charged phospholipids. In my recent case 
study of 50 pts of recurrent abortions in 2001. 
2002 the autoimmune factor 0 f 
antiphospholipid antibody formed against 
negatively charged phospholipid has been 
demonstrated in 4 patients. Its occurrence 
would be surely demonstrated in more pts 
of recurrent abortions. If all such patients 
are thoroughly screened for these 
autoimmune factors. 

Mainly 2 types - LA & ACA 

MOA - Increased thromoboxane and 

decreased prostacycline synthesis, reduced 

anti thrombin III synthesis and protine C 

deficency. 

♦ APA can inhibit in vitro syncytial 
trophoblast formation. 

2. Alio - immune factors - 

♦ Active immune modulation of maternal 
system protects the embryo from rejection. 

♦ Circulating factors proposed as being 
immuno suppresive include blocking 
antibodies, early pregnancy factor IL-2, local 
suppressor cells & certain cytokines. 

VI. Miscellaneous factors - (10%) 

i) Environmental toxins - heavy metal toxicity, 
prolonged exposure to organic solvents. 

ii) Drugs - Antiprogestogens, Antineoplastic agents, 
inhalation anaesthetics. Nicotine and ethanol. 

iii) Ionizing radiation. 

iv) Medical illnesses - Cardiac, renal. Hematological, 
Wilson's disease, Crohn's disease. 

v) Coitus 

vi) Exercise 

vii) Incompatible ABO group matings. 

VII. Idiopathic - (40 -50%) 

Management — 

History’ to be elicited in between the pregnancies - 
From the female partner - 

Age, Menstrual history, duration of marriage 
contraception use, no. of previous pregnancies and their 
outcome, gestational age at outcome. Type of abortions 
associated with pain, post-abortal curretage, histopath 
confirmation of POC, karyotype of abortions. 

Past Medical History: 
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I Diabetes Mellitns 

2. Thyroid 

3. T.B 

4 . Chronic renal disease 

5 . TORCH infection 

Past surgical history: On genital tract 

Family History: 

1 Chromosomal disorders 

2. Congenital anomalies 

3. Diabetes mellitus 
History of subtancc abuse: 
from the husband - 

Age, H/o previous successful proven fertility, 
occupation, medical illness, testicular trauma, family H/o 
- Chronic disease 

♦ Oligo/Polyspermia 

♦ Substance abuse 

♦ H/o consanguinity 
History during Pregnancy: 

LMP, precious cycles, use of oral contraceptive, use 

of ovulation inducing agents. 

Blccding/pain/pelvic pressure. 

On examination: 

♦ Mental status 

♦ General examination 

♦ Vital signs 

♦ Stigma of endocrinal / systemic disease 

♦ Systemic examination. 

P/S ♦ Cervix / vaginal infection 

♦ Condition of ext. OS. 

P/V ♦ Uterus ♦ size, shape, mobility, tenderness 

♦ any anomalies 

♦ adenexa 

♦ cervical incompitence/tcars 


profile. . 

♦ Serum progestron assay - Sum of three values obtained 

3 days apart between 4 & 11 days before the next 

expected menses. Value < 15ngm /ml is significant. 

4. Hypothyrodism - 

♦ TFT including T3, T4 & TSH. 

♦ Detection of antithyroid antibody. 

5. Diabetes - 

♦ Blood sugar profile. 

♦ Glycosylated Hb estimation. 

6. PCOS- 

♦ Estimation of LH, FSH : LH. 

♦ USG - Most sensitive. 

♦ Laparoscopy. ^ 

7. Infections - 

♦ Complete hemogram ♦ ESR 

♦ TORCH titre ♦ VDRL 

♦ ELISA ♦ Unnc 

♦ Cervical swab culture 

8 . Uterine Anomalies- 

♦ Clinical examination ♦ USG 

+ HSG ♦ Sono-hystrography 

♦ Laproscopy ♦ Hystroscopy 

9. Cervical incompitence- 

♦ Interconceptional period - 

Eaxy passage of No. 8 Hegar s dilator. 

- Premenstrual hystro - cervicography 

♦ During prcgnancy- 

- P/V examination. 

- On USG: cervical length < 2.5 cm 

- Diamter of int. os > 23 mm. 

lO.Endometriosis- 

♦ USG ♦ Laproscopy 


Investigations: 

1. Genetic: 

♦ Parental peripheral blood karyotyping with banding 
techniques. 

♦ Karyotyping of abortus/amniotic fluid/amnion/ 
placenta. 

2. Antiphospholipid antibody syndrome- 

♦ Platcletcount, B.T., C.T. 

♦ To detect LA 

- Activated partial thromboplstin time. (APTT) 

- Kaolin clotting time (KCT) 

- Dilute Russel viper venom time. * (d RVVT) 

- Tissue thromboplastin inhibition time (TTIT) 

To detect ACA 

- A standerdised ELISA is used for both IgG & IgM 
classes of ACA 

3. Luteal Phase Defect 


Treatment 

1. Genetic 

♦ No specific therapy 

♦ Genetic counselling 

♦ Donor spcrm/Donor eggs 

♦ Gene Ireapy 

♦ The couple max opt. Or adoption 

2. Anatomic abnormalities - 

♦ Uterine septum - Transcervical lysis 

♦ Broad uterine septum - Modified Jone s mctroplaslx 

♦ Tompkin's metroplasty 

♦ Bicornuate & didelphic uterus - Strassman's 
metroplasty. 

♦ Intrauterine adhesions - hystroscopic resection 

♦ Submucous fibroids - myomectomy. 

♦ Ccrucal incompilencc - interval trachcloraphx 
♦ during pregnancx - Macdonald's stitch 


♦ Endometrial biopsy - Ideally 10 days after LH surge. 
In out of phase biopsies - Scrum androgen & prolactin 


♦ Shirodkar's stitch 
♦ Endometriosis - 
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Mild - no treatment, analgesics for pain. 

- Modaratc to severe - Combined OC’s X 6 
months. 

Dan a zoic 200-800mg/day X 6 months 
Oral MPA - 30mg/day X 6 months. 

Parcntral MPA - 100 mg i/m every 2 wks. For 
3 months followed by 200 mg i/m monthly for 
3-6 months. 

♦ Surgical - 

♦ Laproscopic adhesiolysis, Diathermies, Laser 
vaporization by C02 or Nd/Yag laser, 
excision of cysts, prcsacral neurectomy 

3. LPD- 

♦ Progestron supplementation (started 3 days after 
ovulation) 

- Vaginal suppositories -25 - 50 mg BD (till 8-9 wks 
of gestation) 

I/m 12.5 mg/day (till 8-9 wks of gestation) 

- or as soon as preg. Diagnosed weekly i/m inj. Of 
17 - hydroxy progestron caproate (maintancc, 
proluton depot, procaprin) - 250 - 500 mg X 16 
weeks. 

♦ HCG - After LH surge 2000 - 5000 IU every 2-5 
days X 12 wks. I/m (Pubergen, Ovidac. Fertigvn. 
Life) 

4. PCOS- 

♦ Wt. Loss. 

♦ 6 months of OC's. 

♦ Dexamethasone 0.5 mg or prednisolone 5 mg at 
bed time. 

♦ LHRH agonists 

♦ Surgery - if medical therapy fails or 
hypcrstimulation occurs 

♦ Laproscopic multiple puncture of the cysts with 
clectrocuatry or laser. 

5. Hypothyroidsm - Eltroxin 

6. Diabetes - Counselling, insulin. 

7. Infections - Treated by appropriate antibiotics to both 
the partners. 

8. Anti Phosphblipid antibody syndrome - 

♦ Low dose aspirin - 75 - 80 mg/day 

or low dose aspirin 75 - 80 mg/day + deparin 5000 

- 10000 U X BD S/c 

♦ Treatment is started as soon as pregnancy test is 
positive and continued till 32 wks. 

♦ Monitoring is done by - 

- Levels of APA - both LA & CA monthly. 

- Platelet count every 2 wks. 

- Serial bone minral density in women receiving 
heparin. 


_ JK-PRACTITWNER 

- USG and Doppler monitoring of fetus. 

♦ IVIG - can be used to treat APA syndrome with or 
without heparin. Dose - 0.5 mg/Kg/month 
beginning before conception followed by 

500 - 600 mg/Kg at 5 wks, followed by 300 - 4 () ( , 
mg/Kg every 3 weeks till 22 wks. 

9. Allommune factors - 

♦ Immunisation of female partner by leukocytes 
from- 

- Male partner - Third party leukocytes 
Seminal plasma - Trophoblastic preparation 

These may suppress CMI response and NK activity. 

♦ In non responders passive immunisation by i/v Ig 
can be done. 

♦ Others - 

- Cyclosporine - Pentoxifylline 

- Nifedipine - Progesteron (in doses 

of 10 s mmoI/L can 
inhibit in vitro THl 
immunity to 

trophoblast.) 

10. Environmental / Occupational factors - 


No specific treatment except 
Prognosis for viable birth 

counselling. 

Following 

One abortion 

- 

76% 

Two abortion 

- 

70% 

Three abortion 

- 

65% 

Four abortion 

- 

60% 

With 

Genetic factor 

- 

20-80% 

Anatomic factors 

- 

60-90% 

Endocrine factors 

• 

>90% 

infectious factors 

- 

70-90% 

APA syndrome 

- 

70-90% 

THl cellular immunity 

- 

70-87% 

Unknown factors 

- 

40-90% 

Following 


USG detected fetal cardiac activity at 6 wks of gestation 
- 77% 

References: 

1. Current obstetrics and Gynaecology vol. 9 Issue 1 March 1999. 
Topic - Current concepts in pathogenesis of Recurrent 
Miscarragc (P 2-6) M. Thlppala, D. Ylikorkala 

2. Antiphospholipid antibodies and investigation of recurrent 
Abortions M.J. Hewitt, S.M. Qucnby, P,.N. Baker 

3. The Medical and Surgical Management of Recurrent Miscarriage 
Pg. 13 - 18. J. Walker 

4. Psychological aspects of spontaneous and Recurrent Abortions 
(P 19-22) D. Bagchi, T. Friedman 

5. Gestational Diabetes (P 23 - 28) F.D John Store. 
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INDIAN JOURNAL OF MEDICAL SCIENCES 

invites scientists and researchers 

Indian Journal of Medical Sciences is one of the oldest multi-disciplinarv 

biomedical journals from India now running into its 75th year of continuous 

publication. The Journal is indexed with Index Medicus/MEDLINE and Biological 

Abstracts, DMS has started utilizing an on-line manuscript submission and processing 

system (https://journaIonweb.com/ijms), which allows peer-reviewing in timely and 
transparent manner. 3 u 


With this appeal, DMS and its editors invites scientists and researchers from the 
country to participate in the editorial process of the journal. Reviewing a manuscript 
written by a fellow scientist is considered a privilege and an educational experience. 
We will appreciate your willingness to accept the responsibility as reviewers/referees 
for the journal and request to send a one page brief bio-data for consideration by 
email (ijms@medknow.com).One can also apply as referee from from 
https://journalonweb.com/ijms after registering as an author. 


SUBSCRIPTION FORM 


Name. 


Postal Address:_ 

City_State _ PIN 

Telephone-e-mail: - 

I am interested in subcribing / registration to the following joumals/courses. 


1. JK-Practitioner 

(A quarterly journal of Medical Research in India) Rate India* (Please / the appropriate Box 

□ Rs. 450/- for One Year (4 Issues) 

□ Rs. 1200/- for Three Year (12 Issues) 

□ Rs 4500/- for Life Membership (10 Issues) 

2. JK-Health Newspaper (Monthly Newspaper) 

□ Rs. 150/-for One Year (including postage) 

3. Courses MD / MS /Entrance: 

□ 1. Full course cum test series 

8 Modules, 10 Test Session Rs. 14,500.00 

□ 2. Question Bank cum Test Series 

6 Modules 10 Test Sessions Rs. 9,500.00 

□ 3. Postal Test Series 

12 Test Sessions Rs. 3,500.00 

Note: Please send the payment through a bank draft in favour of the Chief Editor JK Practitioner and 

mail it to PO. Box 884 GPO, Srinagar - 190 001 
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1 

dental equipments. 

INSTRUMENTS 
AND MATERIALS. 



WE ALSO UNDERTAKE 
SALES, SERVICES & ASSEMBLING 
OF ALL DENTAL Eauioments 



BASHAWenterprises 

Chowk Karan Nagar, Srinagar. 190010. 

*: 2471876, 4253013. Telefax : 0194- 2473448 

e-mail: shafab@hotmail.com 









n a place called Pampore , ■ 

Alexander 's men discovered brilliant saffron fields, 
that could only exist for unique purposes, 
making Kahwa and seasoning the Wazawan. 




ndent Persian literature recites the 
unforgettable (oy and admiration of Alexander 
the Great s soldiers upon reaching 
Kashmir's sprawling saffron fields, after 
a 5000 km lourney The Greeks used the 
precious pink saffron in medicine, the 
Hindus for adornment The unique Kashmiri 
tea - Kahwa - is incomplete without the subtle 
tint and flavour of saffron 

Kashmir s cuisine. Wazawan. is as exotic as its local 


brew the cooking blends the best of Indian, 
Iranian, Afghan and Central Aslan traditional 
cuisines Many of Kashmir's famed delicacies 
are unimaginably elaborate affairs. 

And then, of course, there are the breads 
Kashmiris love breads. Customers flock to the 
local baker, morning and afternoon, choosing from 
a variety of freshly baked, large or small, crisp or soft, 
flat or fluffy . round or oval, exotic breads 

lust a taste of an unending variety that paradise offers 
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